





SECOND SERIES OCTOBER 1940 VOL. 16, NO. 10 
BULLETIN OF THE NEW YORK 
ACADEMY OF MEDICINE 


Bee ooo eos eSeSeSe2! 


[3] 





CONTENTS 





Aging of the Cardiovascular System. . . . . . . 607 


Ernst P. Boas 


Histamine in Anaphylaxis and Allergy ew me ee 


Laurence Farmer 


An American Precursor of Freud. . . . . . . . 631 


A. A. Brill 


Library Notes: 


An Exhibition of Books Showing Some Contribu- 
tions to Our Knowledge of the Thyroid and Para- 


i 
Modern Books on the Endocrine Glands . . . 652 
UGE UU ck Oe oe 








AUTHORS ALONE ARE RESPONSIBLE FOR OPINIONS EXPRESSED 
f IN THEIR CONTRIBUTIONS 


ep rer rebel 


Published monthly by THe New York AcaveMy oF MEDICINE 


2 East 103 Street, New York 


Entered as second-class matter, February 3, 1928, at the Post Office at New York, N. Y., 
under the Act of August 24, 1912. Subscription, United States, Canada and Cuba, $3.00; 
all other countries, $4.00 a year. Single copies, 50c. 








OFFICERS AND STAFF OF THE ACADEMY 
1940 





President 


Matcoim Gooprince 


Vice-Presidents 


BensAmMIN P. Watson Rurvs I. Core I. OapEN Wooprvrt 
Treasurer Assistant Treasurer Recording Secretary 
Bernarp Sacus Roperick V. Grace James Ratpu Scorr 
Trustees 
Cart G. Burpick Sueparp Krecu *Bernarp SAcHs 
Cart Eacers James ALEXANDER Mitter *James Ratpu Scorr 
*Matcotm GooprincEe Watrter L. Nites Freperic FE. SonpERN 
Joun A. Hartweti Watrter W. PaLMErR Cuartes F,. Tenney 


Evcene H. Poort 


Council 
The President The Vice-Presidents The Trustees 
The Treasurer The Recording Secretary 
The Chairmen of Standing Committees 


Director 


Hersert B. Witcox 


Librarian 


ARCHIBALD MALLocn 


Executive Secretary Executive Secretary 
Public Health Relations Committee Committee on Medical Education 
E. H. L. Corwin Manton Asurorp 


Executive Secretary, Committee on Medical Information 


Taco GALpston 


Library Consultants 


Lavra FE. Smiru B. W. WEINBERGER Arnotp C. Kies 


Legal Counsel 


Frank L. Pork, Esa. 





EDITORIAL BOARD 


Jerome P. Wesster, Chairman 
Atrrep E. Conn Rosert F. Lorn Purr Van INGEN 
Evcene F. DuBors ARCHIBALD MALLocH Kart Voce. 
Manton Asurorp, Editor 


* Ex-officio 




















BULLETIN OF 
THE NEW YORK ACADEMY 


OF MEDICINE 


OCTOBER 1940 








AGING OF THE CARDIOVASCULAR SYSTEM* 


Ernst P. Boas 


Associate Physician, Mount Sinai Hospital 


Gsesesese5e5e%GinG is a biological phenomenon which has been the sub- 
ject of much study, but the processes that underlie the 
A aging of tissues and organisms are not yet understood. 
When we try to apply general biological knowledge of 
i the aging mechanism to clinical medicine and to an un- 
derstanding of senescence in man we at once encounter the problem: 
What is aging, what disease? What organic bodily changes are a result 
of the inevitable involution of tissues and organs, what a result of envir- 
onmental and accidental factors? Our answer to these questions will 
determine the direction of scientific study of senescence, as well as the 
therapeutic approach to persons suffering from the so-called degenera- 
tive diseases which are commonly regarded as phenomena of aging. 
The distinction between aging and diseases is not an academic one; 
it is not just a juggling with words. To quote a famous philosopher 
and teacher: “If names be not correct, then language is not in accord- 
ance with the truth of things. If language be not in accord with the 
truth of things, affairs cannot be carried on successfully.” 
What do we mean by aging? Aging is one phase of the life curve. 


° Read May 2, 1940 at the Stated Meeting of The New York Academy of Medicine in the Symposium 
on Problems of Aging. 
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We are accustomed to think of youth as the period of growth, of aging 
as the period of decay or involution. But as Huxley” has stated: “Devel- 
opment and Life are, strictly speaking, one thing; though we are accus- 
tomed to limit the former to the progressive half of life, and to speak 
of the retrogressive half as decay, considering an imaginary resting point 
between the two as the adult or perfect state.” 

Ehrenberg* has stated the law of the necessity of death. Death is 
necessary for life; without death there is no life. All life is a running 
down that of necessity leads to an end. There is no such thing as a 
stationary life. Every person has his own physiological time of death, 
even if he does not live to experience it. His true age is determined, not 
by the number of years he has lived, but by the number of years by 
which he is removed from death. 

Minot* points out that “The period of old age, so far from being 
the chief period of decline, is in reality essentially the period in which 
the actual decline going on in each of us will be the least. Old age is 
the period of slowest decline.” 

Death may result from wear and tear of the organism due to ex- 
ternal insults; it may result from the accumulation of inhibiting sub- 
stances within the organism; it may result from a diminution in the 
original vital force. As Warthin’ maintains, old age may be due to the 
gradually weakening energy charge set in action at the moment of fer- 
tilization of the egg. It has been said that the tempo of aging is depen- 
dent less on the degree of wear and tear, than on the inborn strength 
of resistance to this wear and tear. Senescence is but one phase of the 
continuous development, growth and differentiation of the living or- 
ganism between the events of fertilization of the egg and death. 

The variability of the time of occurrence of the individual phe- 
nomena of growth and senescence increases greatly with the progress 
of years. Thus the variability of the age at which the fontanelle closes, 
or at which the first teeth erupt is much less than that of the develop- 
ment of presbyopia. So it may be expected that physical disablement 
due to aging will appear at widely scattered ages, say at age 50 in some, 
at age 8o in others. This leads to further confusion and to difficulty in 
determining what phenomena are due to disease, and what to aging. 
At times the familial behavior of these phenomena may be helpful in 
reaching a decision, for the tempo of aging and of growth is often a 
familial characteristic. We often find members of one family growing 
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gray at about the same age, an age characteristic for each family. 

Yet all structural changes found in the aged are not signs of senes- 
cence. The older the person, the greater his years of exposure to ex- 
ternal insults, and the greater the possibility that his body will show 
scars of these encounters. A generation ago, when tuberculosis was far 
more widespread than it is today, almost every adult, at autopsy, gave 
evidence by the scarring of his lungs that he had undergone a tubercu- 
lous infection. These scars were not manifestations of aging; but aged 
individuals, because of years of exposure to tuberculous infection, al- 
most universally had at some time been infected. 

We shall all agree that there is an aging process of the various tissues 
and organs of the body. We may not agree where to draw the line 
between phenomena of pure senescence and those of superimposed dis- 
ease, a disease process whose development, mayhap is favored by the 
aging of the tssues. Fractures of the hip, through the neck of the 
femur, are very common in old persons. Yet we do not regard such 
fractures as manifestations of aging. Aging plays its part; the bone 
has become rarified and brittle; the aged person has lost some of his 
resiliency, balance and coérdination, so that he falls more easily and 
the weakened bone breaks more readily. But the actual fracture is an 
accident; it does not connote aging. Similar considerations apply to the 
so-called hypostatic pneumonias of the aged. Loss of elasticity of the 
lungs, rigidity of the thoracic cage, diminished excursion of the dia- 
phragm, all presumably favor the collection of secretion in the lungs 
and prevent the expulsion of this material when it becomes infected. 
The element of infection, however, is an accident, not a manifestation 
of aging. 

It has repeatedly been pointed out that natural death, death from 
natural decay, occurs very rarely in man.* Autopsies on old people 
always reveal a pathological cause of death, though no symptoms were 
observable during life. Thus Aschoff’ reports on 400 autopsies on per- 
sons over 65 years of age. The most common causes of death were 
arteriosclerosis of the coronary, cerebral or peripheral arteries, hyper- 
tension, carcinoma of the gastrointestinal tract, prostatic hypertrophy, 
tuberculosis, and street accidents. 

Can arteriosclerosis, and the resulting clinical phenomena be explained 
on the basis of aging alone? Arteries do change with the years, and 
certain basic elements of this change may be due to the inevitable senes- 
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cence of living tissues. But does this mean that coronary artery sclerosis 
in a man in his fifth decade, in a man who exhibits no other manifesta- 
tions of bodily decay, is evidence of early senescent change? How 
reconcile this with a report such as that of Humphry * who examined 
824 persons between the ages of 80 and 100 and found an absence of 
evident arterial disease in 72 per cent; or an autopsy performed by Pro- 
fessor Cunningham on a man aged 106 whose arteries throughout the 
body were slightly dilated, but with no decided signs of atheroma, and 
little loss of elasticity; whose heart was small and with healthy valves. 

Groddeck ® reports that in one-third of the autopsies of persons over 
the age of 80 there were only minimal arteriosclerotic lesions. If we 
insist that arteriosclerosis will develop inevitably in every person, that 
arteriosclerosis is a measure of the aging process, that early arteriosclero- 
sis is evidence of early aging, must we not regard the absence of arterial 
disease in the aged as a sign that such persons are supernormal, that in 
them longevity, so far as it depends on an intact cardiovascular system, 
is a disease? 

A striking example of the difficulty in distinguishing between aging 
and disease is described by Crocker". Many plants which reproduce 
vegetatively degenerate and become senescent in due time, and to obtain 
new vigorous specimens it is necessary to reproduce them from seed 
from time to time. For years it was supposed that this was a true senes- 
cence due to the absence of the rejuvenating power of the sexual con- 
jugation. More recently it has been learned that these plants degenerate 
because of the accumulation of virus diseases in them, and that since 
virus diseases are rarely transmitted through seeds, sexual reproduction 
leads to rejuvenated healthy stock. Virus-degeneration was mistaken 
for age-degeneration. 

It is instructive to note that the human changes most characteristic 
of aging, bodily changes that are accepted, in the popular mind too, as 
evidence of senescence are: loss in height, loss in weight, presbyopia, 
deafness for high tones, graying of the hair, loss of elasticity of the skin. 
None of these alterations of the structure and texture of the body are 
regarded as disease processes, none of them challenge the continuance 
of life. 

Can we find similar changes in the circulatory organs that seem to 
signify aging, and not disease? A characteristic phenomenon of aging of 
the heart is brown pigmentation of the muscle fibers. This pigment 
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accumulation first appears at the end of the first decade of life, and 
progressively increases. It is found in hypertrophied, as well as in atro- 
phied heart muscle cells. The absolute weight of the heart diminishes 
with age, but the ratio of the heart weight to body weight shows some 
increase. Simple atrophy begins at about age 70, and is followed by a 
degenerative atrophy of the heart muscle fibers. This cannot be dis- 
tinguished from the atrophy due to inanition and cachexia, and is 
probably due to a reduction in metabolism. The specific conduction 
system of the heart does not share in this atrophy and therefore becomes 
relatively more prominent. The sinuses of Valsalva become deeper; the 
mitral valve becomes too large, so that it bulges upward like an umbrella. 
These changes are distinct from calcification of the annulus fibrosus, and 
from atherosclerosis of the valves.*:? With age there is an increase of the 
elastic tissue in the heart, especially in the auricles.’* Different parts of 
the heart undergo different changes with age. With advancing years 
there is a progressive enlargement of both auricles and of the four 
valvular ostia of the heart. The portion of the left ventricle at the apex 
atrophies so that the infrapapillary space becomes smaller. Thus, as it 
grows older the heart changes in shape; the base becomes wider; the 
apex, more pointed.’* 

Aging of the blood vessels, both arteries and veins, manifests itself 
by dilatation and elongation due to progressive deterioration of the 
elastic tissue in the vessel wall. The arterial wall gives way both in a 
circular and longitudinal direction, and a tortuosity of the vessel results."* 

A characteristic histologic change is the accumulation of finely 
divided calcareous material in the media.’* Many arteries show a pro- 
gressive thickening of the intima beginning during the first decade, 
which may become quite extreme with advancing years. The intensity 
of this process varies in different arteries and is far more marked in the 
anterior descending limb of the left coronary artery than in any others. 
Sappington ** reports that the thickest radial artery at 65 years has no 
more change than a coronary artery at the age 20. It is not clear whether 
these intimal changes are physiological or pathological. Intimal thicken- 
ing from splitting and increase of elastic tissue is evidently a physio- 
logical process, for it begins within the first years of life and occurs 
regularly in all but the smallest muscular arteries. Thickening of the 
intima after the fourth decade is due to increase of collagenous tissue 
and shows fatty, hyaline and calcific change as well. It is common, but 
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by no means universal in old age.’’ It would seem that, if old age alone 
were responsible for such arterial changes, they would be more uni- 
formly distributed throughout the body. 

Changes in function of the heart and arteries occur with advancing 
years. The pulse rate diminishes in frequency up to age 21 and then 
remains fairly constant until about age 65, when it tends to increase to 
a slight degree.”* 

Many studies have been made of the velocity of the pulse wave in 
man in relation to age. The velocity of the pulse wave, when measured 
with due regard to a number of variables, is a measure of the degree of 
arterial rigidity or loss of elasticity. There is a progressive increase in 
the velocities of the aortic and radial pulse waves from about 4 meters 
a second in childhood to about 10 meters a second at age 65.”° This is 
an expression of the progressive loss in elasticity of the arteries. 

This arterial change leads to changes in the blood pressure. The 
idea that with increasing age there is a progressive rise in blood pressure 
still finds general acceptance. The term hypertension is employed far 
too loosely. True arterial hypertension, which so commonly leads to 
cardiovascular disease, is characterized by an elevation of both systolic 
and diastolic blood pressures. Systolic hypertension, without rise in 
diastolic pressure, has an altogether different mechanism, and is the 
result, not the cause of cardiovascular disturbances. It is encountered in 
persons with aortic insufficiency, and with hyperthyroidism. Here it is 
due to alterations in cardiac output. 

The hypertension met with in the aged is also a systolic hyperten- 
sion. Characteristically, in the later decades of life, the systolic blood 
pressure rises to about 140 or 160, while the diastolic pressure re- 
mains unaltered.** This systolic hypertension and increase in pulse 
pressure is not caused by a narrowing of the peripheral arterial bed, and 
does not place an added strain on the heart and arteries; it is the result 
of the loss in elasticity and the increase in rigidity of the aorta and large 
arteries, that find expression in the increased velocity of the pulse wave.” 
The increasing length and width of the aorta and large arteries com- 
pensates for their loss in elasticity and helps to keep the internal tension 
of the aortic wall constant.** Viewed from this aspect the increase in 
systolic pressure in the aged is an expression of loss in arterial elasticity, 
and in its effect on cardiovascular dynamics is a beneficent reaction. 
It is a mistake to parallel the high blood pressure states of every day 
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clinical experience with the blood pressure changes that accompany 
aging. 

The electrocardiogram in the aged has no characteristics that dis- 
tinguish it from that of younger persons. Studies by Levitt ** and by 
Warnecke * both show that about one-quarter of persons over the age 
of 70, who are presumably normal, have electrocardiograms indicative 
of myocardial disease. Duthoit ** found a greater number of abnormali- 
ties, but his material is not presented in a way that makes close analysis 
possible. These abnormal electrocardiograms are signs of disease, not of 
aging. More characteristic of aging, as such, is an increasing tendency 
to left axis deviation, an increase in the relative duration of systole, and 
a lessened frequency of sinus irregularity.”” 

The cardiac output per square meter of body surface, measured 
under basal conditions, declines very slightly in old age.’* This decline 
results largely from the lessened oxygen consumption of the body. 

We have learned that the several functions of the cardiovascular 
system that we are able to measure, the pulse rate, the blood pressure, 
the cardiac output, undergo relatively slight changes with advancing 
years. But this does not mean that the aged have a circulatory system 
as competent as it was in their youth. The aged make less demand on 
their hearts; they eat less; they avoid extremes of cold and heat; their 
physical activity is greatly lessened, they are unaware that their hearts 
have become weaker; they have little need for the great cardiac reserves 
that they had in their youth. When outward circumstances compel them 
to take the buffetings of life, as they did when they were younger, 
they discover that they lack adaptability, they cannot respond to the 
stresses of a physically active life. The behavior of body temperature in 
the aged illustrates this lack of adaptability. The body temperature of 
the aged is the same as that of the young, but the aged cannot stand the 
cold; in the winter time they must wear more clothes than they formerly 
did, they must live in warmer rooms, they like to huddle about stoves 
and radiators. As Cannon”® has said, their homeostatic mechanisms, when 
subjected to stress have limited ability to preserve uniformity of the 
internal environment. 

Let us return to the problem of arteriosclerosis. Can we find additional 
evidence that arteriosclerosis is a disease, and not a degenerative process 
of senescence? If arteriosclerosis is a phenomenon of senescence, it 
should be encountered with some degree of uniformity in arteries 
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throughout the body, it should appear with some degree of regularity, 
and with similar frequencies among persons of different races, and in the 
two sexes. Experience shows that this is not the fact. Arteriosclerosis, 
and particularly coronary sclerosis, is far less common among negroes 
than among whites.**** 

That arteriosclerosis is less common in women than in men is known 
to all clinicians and pathologists. We have already pointed out that 
arteriosclerosis is by no means universally present in the aged. In old 
persons who have died after having had aortic stenosis of many years 
duration the aorta is characteristically smooth and elastic, as though the 
valvular lesion had protected the aorta from the constant and persistent 
strain of the systolic ejection of the blood by the left ventricle. In 
coarctation of the aorta, there is marked sclerosis of the aorta proximal 
to the lesion, and little or no sclerosis distal to the stenosis.** Sclerosis of 
the pulmonary arteries is far less common than sclerosis of the systemic 
arteries, and when it is well developed there is almost invariably some 
process, such as mitral stenosis or extensive pulmonary disease, that has 
led to increased pressure in the pulmonary circulation.” In children 
wide-spread advanced arteriosclerosis is encountered in the presence of 
severe nephrosis. 

Finally we may recall the peculiar frequency of arteriosclerosis in 
diabetics. In diabetics the percentage mortality from arteriosclerosis is 
one-third greater than for the population as a whole.** In persons who 
have had diabetes for 10 years or more, coronary artery disease as a 
cause of death is four times as frequent as in non-diabetics.** This arterial 
change in diabetics begins in early life. Hallock* has shown, by meas- 
urements of pulse-wave velocity, that arterial hardening appears early 
in young diabetics. 

Hypertension, too, greatly favors the development of arteriosclerosis. 
It is much more common, and far more extensive in persons with hyper- 
tension than in those with normal blood pressures. Coronary arterio- 
sclerosis is uncommon in women, but in women with hypertension it is 
frequently encountered, and in women with diabetes it is nearly as 
common as in men.*® 

All of these observations seem to point clearly to the fact that arterio- 
sclerosis is not a simple wearing out of the arterial coats that comes with 
age, but that it is a disease, a disease, it is true, that manifests itself 
mainly, but by no means exclusively, during the period of senescence. 
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I do not believe that any thesis that attempts to explain the distribution 
of arteriosclerosis on the basis of aging alone’ and that would explain its 
occurrence in the younger decades by predicating a great variability in 
the age of onset of senescence will meet the facts. Leary*’ has stated 
that: “Atherosclerosis is a disease and not the inevitable consequence of 
age, since it appears in the young and may be highly selective in its 
localization.” 

The changes in structure and function of the heart and arteries that 
come with age are few and simple, and do not give rise to clinical syn- 
dromes of disease, nor do they lead directly to death. The important 
senescent changes are: pigmentation of the heart muscle fibers, atrophy 
of the heart muscle, enlargement of the valvular ostia and stretching 
and loss of elasticity of the valves. The arteries become elongated and 
dilated from the progressive deterioration of their elastic tissue, and 
there is some thickening of the intima. Under basal conditions the func- 
tioning of the heart and arteries suffices to meet the needs of the body, 
but the circulatory system, like the rest of the aging organism, has lost 
its resiliency, and the quick power of adaptation to changing external 
stimuli, so that the homeostatic function of the circulatory system be- 
comes progressively impaired. The cardiac pump itself usually functions 
without faltering into advanced old age. Clinicians have often remarked 
that the hearts of the aged have exceptional strength in spite of the 
presence of heart disease.** 

Arteriosclerosis is a disease of middle and advanced life. Recogni- 
tion of this fact has very practical implications. Doctor Alfred Cohn has 
said: “If arteriosclerosis is an inexorable natural process, its prevention 
is impossible, and its treatment useless.” We have tried to show that 
arteriosclerosis is not primarily a process of senescence. This must lead 
us to regard the so-called degenerative circulatory disorders of middle 
and advanced life not as manifestations of an inevitable wearing out of 
the body mechanism, but as disease states. They remain a challenge to 
scientific investigation, and a problem for constructive therapy. 

Our concepts of the nature of these “degenerative disorders” will 
further determine the direction of public policy in the care of persons 
disabled by these conditions. If we regard these disorders as unavoidable 
expressions of senescence, we shall provide only asylums or refuges 
where these disabled aging persons, these worn out human derelicts, may 
live out the remainder of their declining years. When we have learned 
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to regard these circulatory disorders as the result of disease, we shall 
provide complete medical care for those who are ill, and encourage 
further study of the causes of these disorders that have become one of 


the major health problems of today. 


~y 
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HISTAMINE IN ANAPHYLAXIS AND ALLERGY* 


LAURENCE FARMER 


Associate in Medicine, Lenox Hill Hospital 


G “HE application of immunological concepts to the study of 
the idiosyncrasies has formed the foundation for a sound 
= scientific approach to these baffling conditions. The dis- 
covery of anaphylaxis and the assumption that idiosyn- 
rt f cratic diseases are anaphylactic conditions, have been of 
great importance. The conception that allergic diseases (as they are 
called today) are “anaphylactic” diseases, in other words that allergy 
is “human anaphylaxis,” has led to a heated controversy of long standing. 
The one school of thought contends that clinical allergy and experi- 
mental anaphylaxis, although resembling one another in certain respects, 
are fundamentally different conditions; the other school, to which I| 
belong, believes with Hans Zinsser’ that allergy in man “is based on an 
immunological mechanism basically identical with anaphylaxis in ani- 
mals, superficially modified by human anatomical and physiological 
conditions.” 

Notwithstanding these theoretical differences of opinion, the prac- 
tical approach to the therapy of allergic diseases elaborated on the basis 
of these immunological concepts is to combat them by specific desensi- 
tization with the causative allergen or allergens. This immunological 
approach has been very successtul, and one can be well satisfied with 
the results when one compares the relative helplessness of former days 
with our present therapeutic achievements. More and more allergens have 
been discovered; more and more allergenic extracts are being used in 
the treatment of allergic diseases. 

However, there are some of us who have become perturbed by this 
ever expanding multiplicity of allergens and who have striven towards 
reducing the treatment of allergic diseases to a common denominator; 
that is, we have aimed at non-specific treatment as opposed to specific 
desensitization. Many attempts have been made to this end; some of 


* Read April 16, 1940 before the Section of Medicine of The New York Academy of Medicine. 
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them were comparatively successful; few of them, however, could com- 
pare with specific desensitization in practical achievement; only one of 
them compares in theoretical soundness. It is this latter attempt and 
especially its theoretical foundation that I should like to discuss this 
evening. 

Anaphylaxis and the recognition of its importance as a biological 
principle were first described in 1902 by Richet.? It was shown that 
re-injection of an antigen into an animal, after the lapse of an incuba- 
tion period, led to dramatic symptoms, which were termed anaphylactic 
shock. During the following years various theories were advanced to 
explain the symptomatology of anaphylactic shock. However, none of 
them was really satisfactory. Not even the anaphylatoxin-theory, one 
of the most generally accepted ones, was able to explain satisfactorily 
the phenomena of anaphylactic shock. 

In a paper on the physiological action of histamine, Dale and 
Laidlaw* stated in 1910: “We content ourselves with recording as a 
point of interest and possible significance, the fact that the immediate 
symptoms with which an animal responds to an injection of a normally 
inert protein, to which it has been sensitized, are to a large extent those 
of poisoning by beta-iminazolyl-ethylamine.” 

This was one of those bold conceptions of a genius which, con- 
ceived at a time when there were hardly any tangible facts on which 
to base them, prove to have been correct after years of painstaking labor. 
Later experiments on anaphylaxis led Dale* to the conclusion that “the 
symptoms of the anaphylactic reaction” are due, “not to the formation 
of a poison in the blood but to the reaction between the antigen and a 
precipitating antibody located in the cell protoplasm.” He further 
called attention to the close similarity between the anaphylactic respon- 
ses of different tissues in various species of animals and the responses 
of those particular tissues to histamine; the symptoms of anaphylactic 
shock in the various species are the symptoms of histamine shock in 
each species. In different species these symptoms are determined by the 
reactions of different organs which have been termed “shock organs.” 
Thus the shock organ in the dog is the liver, in the guinea pig the lungs. 

There is, furthermore, considerable though not complete parallelism 
between the histamine sensitivity of a species and its anaphylactic 
response.® On the one hand the guinea pig, which is highly sensitive to 
histamine, is eminently susceptible to anaphylactic shock; on the other 
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hand the rat, which is highly resistant to histamine, cannot be made 
anaphylactic under normal circumstances.? 

Histamine is the amine produced by decarboxylation of the amino- 
acid histidine. Its principal physiological actions affect the circulation, 
the plain musculature and the secretory glands.* Its circulatory actions 
are a constrictor effect on the arterioles and a dilator effect on the capil- 
laries. This dilatation so increases the permeability of the capillary wall 
that fluid passes out from the blood stream into the tissues. Its action 
on plain musculature leads to contraction of various organs such as the 
uterus and the gallbladder, and to intense constriction in others, as in 
the lungs. Its action on the secretory glands consists of stimulation of 
their activity. 

Histamine was prepared synthetically in 1907 by Windaus and 
Vogt.® In 1910 Ackermann” obtained it by submitting histidine to the 
action of putrefactive bacteria, and in the same year Barger and Dale™ 
discovered the presence of histamine in ergot. But there was no proof 
that histamine occurred in animal tissues and it was hard to understand 
how it could be formed almost instantaneously in the course of the 
anaphylactic reaction. In the following years several attempts were made 
to isolate histamine from animal tissues,’* but it was not until 1927 that 
Best, Dale, Dudley and Thorpe’* were able to show conclusively that 
this base was a normal constitutent of the liver and lungs. Later, many 
other tissues were also shown to contain histamine.'* 

In 1929 Dale*® formulated his theory of anaphylaxis in the following 
words: “We may picture anaphylactic shock as the result of cell injury, 
due to the intracellular reaction of the antigen with an aggregating anti- 
body. Whether this is general or localized in a particular organ, hista- 
mine will be released, and its effect will be prominent in the resulting 
reaction, imposing a general resemblance to the syndrome produced 
by histamine itself, on the symptoms seen in each species.” 

Up to this time there existed very little experimental evidence in 
support of Dale’s theory, and the findings of Best and his co-workers 
naturally were of great importance. In the years preceding their dis- 
covery, other valuable contributions to the histamine theory had been 
made by Lewis and his associates. Lewis, who had described the so-called 
“triple response” of the human skin,’ together with Grant compared 
the reaction of histamine and of fish extract in a fish-sensitive patient. 
Lewis and Grant’’ found that when histamine and a fish extract were 
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punctured simultaneously into this patient’s skin, the resulting reactions 
were identical. That is, the fish extract also led to the threefold reaction. 
This reaction comprises: 

1) a red spot of an approximately circular shape around the punc- 
ture due to local dilatation of the capillaries and venules; 

2) a wheal over the same area due to a locally increased permeability 
of the vessel walls; and 

3) a vivid scarlet flush, several centimeters in diameter, with irregu- 
lar margins due to a reflex dilatation of the neighboring arterioles. 
Lewis postulates that the triple response, which may be obtained by 
stimulation of the skin by chemical and by physical means such as heat, 
cold and light is caused by liberation in the skin of a histamine-like sub- 
stance. Lewis and Grant conclude that the “anaphylactic poison” also 
acts on the skin by liberating in it an H-substance. Incidentally, Lewis’ 
and Grant’s paper is entitled “Notes on the anaphylactic skin reaction,” 
not on the allergic skin reaction. 

Hare’s’* findings were identical. He examined a pollen-sensitive and 
two horse-sensitive patients and found that horse extracts and pollen 
extracts also produced the three-fold skin reaction. These papers are 
especially important as they show that histamine plays a role in clinical 
allergy in humans and not only in experimental anaphylaxis in animals. 

Between 1932 and 1939 a considerable number of workers adduced 
experimental evidence which leaves little doubt as to the correctness 
of Dale’s theory. The following are the salient findings of these corrob- 
orative experiments: 

1) During anaphylactic shock in the dog there appears in the 
blood and lymph a substance showing the biological characteristics of 
histamine.’® 

2) On perfusion of the isolated lungs of sensitized guinea pigs with 
a solution of the appropriate antigen there appears a histamine-like sub- 
stance in the shock fluid which induces broncho-constriction in the 
lungs of normal guinea pigs.”° 

3) The active substance released during canine anaphylactic shock 
and from the shocked lungs of guinea pigs is inactivated by incubation 
with histaminase.”? 

4) A substance with the characteristics of histamine is released from 
various tissues of sensitized guinea pigs if the tissues are removed and 
shocked in vitro.”* 
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5) Certain substances, which suppress the histamine contraction of 
plain musculature, also suppress their anaphylactic contraction. They do 
not, however, prevent the immunological stage of the reaction.** 

6) During anaphylactic shock in dogs and guinea pigs there is a 
marked increase of the histamine content of the blood. In these latter 
experiments histamine was chemically identified as such.** 

These findings cannot leave any doubt that histamine is released 
from the tissues during the anaphylactic reaction in animals and that 
it is responsible for the symptoms of anaphylactic shock. 

For obvious reasons the evidence, which has been adduced to show 
that histamine is also responsible for the symptoms of clinical allergy, 
is more indirect and less comprehensive, but still very suggestive. 

I have already mentioned the work of Lewis and his collaborators, 
in which they demonstrated that in atopic allergy the reaction of the 
skin to the specific allergen has all the earmarks of a reaction to 
histamine. 

Certain individuals react to physical agents such as heat, cold, sun- 
light, with symptoms of hypersensitiveness such as asthma, vasomotor 
rhinitis, urticaria, angioneurotic edema.** This condition, which has been 
termed “physical allergy,” is not based on an immunological mechanism. 
The work of Bray*® and of Horton and his associates** has made it 
very probable that its symptoms are also caused by the liberation of 
preformed histamine from the tissues. In a boy suffering from cold 
allergy, Bray observed the triple response of Lewis, if the child’s hands 
were immersed for a few minutes in water of 45 degrees Fahrenheit. 
In this experiment the patient’s hands also became very itchy and 
swollen to more than twice their natural size. Several hours later the 
boy generally developed an irritating cough. In normal individuals Bray 
could provoke the characteristic triple response by immersion of the 
hands in water of 20 degrees Fahrenheit. 

Horton, in collaboration with Roth and Brown," described similar 
local and also systemic reactions to cold. The systemic reactions con- 
sisted of flushing of the face, a marked fall in blood pressure, a rise in 
pulse rate, and, frequently, development of syncope. Horton and 
Brown** further demonstrated that in a number of cold-sensitive indi- 
viduals, immersion of the hand in water of 50 degrees Fahrenheit led 
to an increase of gastric acidity. Incidentally, Tinel*® and his co-workers 
have reported increase of gastric acidity in serum-sensitive dogs on re- 
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injection of serum. All of the described reactions are typical reactions to 
histamine, and the assumption made by Bray and by Horton that these 
symptoms of physical allergy are caused by the liberation of histamine 
or of a histamine-like substance is very plausible. 

As a point of special interest I should like to mention observations of 
Grant®® and his co-workers, who were able to show that in cases of 
psychogenic urticaria the eruption was easily provoked by emotional 
stimuli, and also by exercise and warming the body. The explanation 
given by Grant is that, through stimulation of cholinergic nerve fibers, 
acetylcholine is released in the skin and that the acetylcholine in turn 
leads to liberation of a histamine-like substance. 

In investigations on the pharmacological actions of pituitrin and its 
active constituents Fiihner,** in 1912, found that it is possible to make 
rabbits tolerant to histamine. He injected increasing amounts and was 
able eventually to give doses which otherwise would have caused severe 
reactions. This observation was later to furnish the foundation for a new 
approach to the treatment of allergic diseases. Fiihner’s findings were 
verified and expanded by other workers*® who were able to demon- 
strate that refractoriness to histamine can be induced also in other 
species, including humans. 

The phenomenon of induced refractoriness to histamine has also 
furnished further proofs of the correctness of the histamine theory of 
anaphylaxis and allergy. In anaphylactic guinea pigs I** was able to show 
that the uterine strips of serum-sensitized animals, which had received 
histamine by injection or by mouth, were less sensitive to the specific 
antigen than were the sensitized uterine strips of the control animals, 
which had not received histamine. Miyamoto* had similar results. 

In allergic humans Hare, whose work I previously mentioned, 
demonstrated that the skin of allergic individuals, if stimulated by the 
specific allergen, was rendered refractory alike to the allergen and to 
histamine. He further showed that if the skin was stimulated by hista- 
mine it was rendered refractory to the allergen. 

We have traveled a long way since Dale in 1910 first recorded the 
belief—“as a point of interest and possible significance”—that the symp- 
toms of anaphylactic shock are to a large extent those of poisoning by 
histamine. 

The experimental observations, which since then have been made 
and which I have just presented to you, form the theoretical and prac- 
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tical basis of the histamine treatment of allergic diseases. The histamine 
theory would explain the symptoms of allergic conditions and why they 
are independent of the nature of the causative allergen and dependent 
only on the reaction of the shock organs. The possibility of inducing 
refractoriness to histamine, the substance responsible for the reaction of 
the shock organs, would reduce the treatment of allergic diseases to a 
common denominator. 

Ramirez and St. George* were the first to use histamine in the 
treatment of an allergic condition. In 1924 they reported that they had 
used subcutaneous injections of histamine in the treatment of ten 
patients suffering from asthma due to “histamine sensitivity.” These 
cases, which do not fit into the category of either atopic or physical 
allergy, remind one of the recent work of Horton* on “vascular head- 
ache.” These headaches, which Horton attributes to histamine, are also 
alleviated by histamine injections. 

In the sixteen years following Ramirez’ and St. George’s paper, there 
are but few reports in the literature on the use of histamine in allergic 
diseases. Friedlaender and Petow*’ applied it in various forms of mi- 
graine; Ernstene and Banks,** Gajdos,* Joltrain,*® and Alexander and 
Elliot*! used it in the treatment of urticaria; Collens and his associates** 
in the treatment of a case of insulin sensitivity. 

Stahl and Masson,** Piquet,** Thiberge,*® and Dzsinich*® used hista- 
mine in the treatment of bronchial asthma. Thiberge used it also in 
hay fever. 

Bray** was able to achieve disappearance of the symptoms in his case 
of allergy to cold by injections of histamine, and Horton and his co- 
workers” later reported similar good results in the treatment of physical 
allergy. 

The number of cases treated by these various workers is compara- 
tively small, the time of observation relatively short. All of the authors, 
however, were impressed by the results achieved with histamine. 

If histamine could be used successfully in the treatment of allergic 
diseases it would make for much simplification. Its use would be espe- 
cially indicated in cases of multiple sensitiveness, in which several aller- 
gens would have to be used for specific desensitization, and also in cases 
which might be on an allergic basis in spite of the fact that a causative 
allergen could not be discovered. The physical allergies, as Bray and 
Horton have indicated, should also be amenable to histamine treatment. 
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These practical considerations and the soundness of the histamine 
theory have made us feel that the value of histamine therapy in allergic 
conditions should be intensively investigated. 

For more than three years we therefore have been using histamine 
phosphate in the treatment of asthma, vasomotor rhinitis and hay fever 
in my clinic at Lenox Hill Hospital. We have been giving it by subcu- 
taneous injection and have been following Dzsinich’s suggestion of using 
small doses. According to our opinion, the amounts used by the older 
workers (30 to 750 gammas per injection) are much too high. The 
initial dose in milder cases of asthma in adults is .1 gamma, in severe 
cases .o1 gamma. In the preseasonal treatment of hay fever our initial 
dose has been .1 or 1.0 gamma. In children we always start with .o1 
gamma. In asthma and vasomotor rhinitis the maximum dose has been 
50 to 75 gammas, in hay fever 100 to 200 gammas (in adults). The in- 
crease in dosage, the spacing of the injections and the number of injec- 
tions given, depend on the patient’s tolerance, age, and on the results 
achieved. Our detailed procedure and a discussion of our results and 
observations in asthma and vasomotor rhinitis are contained in a paper 
which is in press.** 

The precautions to be taken are the same as in specific desensitization. 
However, we believe that histamine treatment causes less severe and less 
frequent systemic reactions than specific desensitization. 

In the course of several thousand injections of histamine we have 
encountered systemic reactions in a few instances only. On one occa- 
sion a patient suffering from vasomotor rhinitis developed very severe 
headache two to three hours after the injection of .33 gamma. The 
headache lasted for about eighteen hours. In another case of vasomotor 
rhinitis the injection of 1 gamma brought on a severe attack of urticaria, 
which started at the site of the injection and persisted for several days. 
Two other patients, during the course of preseasonal treatment for 
hay fever, developed mild angioneurotic edema of the eyelids on several 
occasions after the injection of small amounts of histamine, and one of 
these patients on another occasion had urticaria. In view of these com- 
paratively rare and not very severe systemic reactions, we feel that hista- 
mine would be indicated in such cases in which the patients react 
strongly to specific desensitization. 

We have treated 105 persons with histamine. Sixty patients were 
suffering from asthma, vasomotor rhinitis, or both; their symptoms were 
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in most instances due to allergens other than pollens. The results of this 
treatment have been very satisfactory in a considerable percentage of the 
cases. In some instances the patients were not at all benefited. We were 
especially impressed by the fact that a number of patients suffering from 
severe asthma of long standing, and who had received specific desensiti- 
zation treatment at the hands of very capable allergists, were greatly 
improved by histamine treatment. 

I would like to present two successfully treated patients: 

1) The patient, a six-year old girl, had had asthmatic attacks since 
she was fifteen months old. The attacks were especially severe during 
the winter; however, the patient had also occasional attacks during the 
summer months. During the last years the attacks had become more 
frequent and much more severe. The child had been laid up with asthma 
almost the entire winter of 1938 to 1939. The asthmatic attacks usually 
followed a head-cold. During August and September 1939 she had fre- 
quent attacks of urticaria. We first saw the patient last September. The 
physical examination was essentially negative. Skin-tests showed positive 
reactions to house-dust, cottonseed, ragweed and various grass pollens. 
Histamine treatment was started at the end of September. The initial 
injection in this case was .oo5 gamma. The dosage was increased very 
slowly and the injections were given throughout the fall and winter. 
The child had several colds during the course of the winter, and on 
one single occasion she had a very mild asthmatic attack, which lasted 
for a few hours only. The patient was last seen a few days ago; the 
dosage at this time was 15 gammas. The child’s general physical condi- 
tion is greatly improved; incidentally, she has gained ten pounds during 
the course of treatment. 

2) The following case, which we had the opportunity of observing, 
represents, in our opinion, a direct experimental proof of the correctness 
of the histamine theory. The patient, a thirty-six year old baker, had 
been suffering from severe vasomotor rhinitis for the past three years. 
His attacks of paroxysmal sneezing and profuse watery nasal discharge 
occurred only in the bakeshop and only when he worked with wheat 
flour. The attacks would last for many hours. The patient gave a strong 
positive skin reaction to wheat extract. Histamine treatment was started 
with .1 gamma at the end of February 1938. Decided improvement was 
noted after the eleventh injection, which amounted to 3 gammas. Im- 
provement continued and the patient was able to work without any 
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symptoms of rhinitis in April, May and June, during which time he 
was receiving injections of histamine. The last injection of 40 gammas 
was given at the beginning of July. The patient was able to work during 
the entire summer and had only infrequent, very mild symptoms. When 
we saw him in September he had been sneezing more frequently for 
about one week. He was given four injections of histamine and did not 
return for treatment, as he was improved. In July 1939, that is three- 
quarters of a year later, the patient reported that he had been working 
steadily with wheat flour since November 1938. He had been free from 
allergic symptoms during the entire time. 

We have further treated persons with seasonal hay fever. Some of 
these patients received two or three courses of treatment with histamine 
during consecutive years. The results of this treatment during 1938 
and 1939 are the following: Of a total of 48 patients, 21 were treated 
with very good, 12 with fair results; 15 patients had no benefit from 
the treatment. 

From a theoretical point of view we are especially interested in the 
results achieved in hay fever as we are here dealing with a condition in 
which the clinical picture is usually clear cut, in which there are rarely 
complicating factors as in bronchial asthma, and in which the causative 
allergen can generally be ascertained with good precision. We are aware 
of the fact that the percentage of hay fever cases benefited by histamine 
treatment is not as large as that of cases receiving specific desensitization. 
This, we feel, is due to our not yet knowing the optimal dosage. The 
length of time we have been using histamine is short and one must con- 
sider how long it took to develop the optimal dosage for specific desen- 
sitization. At this stage we believe the essential point to be the fact that 
qualitative results can be achieved with histamine in the treatment of 
hay fever, which compare absolutely with those achieved with specific 
desensitization. 

In our opinion histamine therapy is destined to mark a further 
advance in the treatment of allergic diseases. Much experience will be 
needed before a final verdict can be given, and it has been the objective 
of this presentation to stimulate other workers to help procure it. 
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AN AMERICAN PRECURSOR OF FREUD* 


A. A. Britt 


Lecturer, New York State Psychiatric Institute and Hospital 


0 Most people, doctors included, Freud’s name is asso- 
ciated with sex. Of all the new and revolutionary con- 
cepts that he introduced into the mental and allied 
sciences, none are as conspicuous as his theories on the 
" role of sex in normal and abnormal life. Before I intro- 
duced Freud here, I was well aware that there was considerable opposi- 
tion to his sexual theories. I witnessed many of these controversies 
abroad while I was a member of Eugen Bleuler’s staff at Burghdlzli, 
Zurich, the first psychiatric clinic which opened its doors to Freud. I 
was, therefore, pleasantly surprised at the sympathetic reception of my 
first paper on Freud’s theories, which I presented before the Section 
of Neurology and Psychiatry of this Academy on October 11, 1909." 

This pleasant feeling, like all emotions of this nature, did not last 
very long; the resistance to Freud’s teachings kept on increasing and 
reached a high level soon after the appearance of my translation of his 
Three Contributions to the Theory of Sex.** As his sole representative 
here, I naturally became the principal target for all the senseless and 
foolish attacks that were directed at Freud. But, somehow, I could not 
take these criticisms seriously, for I knew that long before Freud was on 
the scene, neurologists and psychiatrists had more than an inkling con- 
cerning the role of sex in the neuroses. They frequently advised marriage 
for hysterical, schizophrenic and other psychotic women on the assump- 
tion that sex would cure their maladies. I also recalled that while I was a 
medical student, the professor of neurology and psychiatry, M. Allan 
Starr, taught us that sexual excesses played a part in the etiology of 
organic and functional nervous diseases, despite his present objection to 
Freud’s views. As a matter of interest, I then examined the pre-Freudian 
psychiatric literature and found that every textbook on nervous and 
mental diseases which appeared in the rgth century and in the beginning 
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* Given March 13, 1940, before the Section on Historical and Cultural Medicine of The New York 
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632 THE BULLETIN 











of this century, numbered sexual abuses among the etiological factors of 
the neuroses and psychoses. One finds plenty of sexual material in the 
works of Esquirol, Maudsley, Griesinger, William and Graeme Ham- 
mond, Spitzka, Handfield, Bandy and Krafft-Ebing. T. S. Clouston,* 
who wrote in the beginning of this century, describes uterine or amenor- 
rheal insanity, ovarian or “old maid’s insanity,” and insanity of mastur- 
bation; and in 1911 Church and Peterson gave masturbation and sexual 
excesses in the general etiology of insanity.* In view of all this, I con- 
cluded that we dealt with two classes of critics—those who were actuated 
by some personal complex and those who were honest seekers after the 
truth. The former were incapable of conviction, while the latter, who 
objected to Freud’s interpretations of neurotic symptoms on a sexual 
basis, invariably gave up their opposition as soon as they understood 
Freud’s theories of sex. I fully sympathized with this class of critics, for 
I knew that no one had hitherto interpreted psychoneurotic symptoms 
sexually. But, said Koheleth : “And there is nothing new under the sun.” 

While returning from a trip abroad on the Normandie, in 1936, I 
had the pleasure of meeting the late President of the Borough of Brook- 
lyn, Mr. Raymond V. Ingersoll, whom I had known personally for 
some years. During one of our promenades on deck, I learned with 
interest that he was the son of a physician, that his father had specialized 
in the treatment of nervous diseases and that he anticipated some of the 
theories which were later advanced by Professor Freud. As a result of 
this conversation, and later investigation, I shall now present something 
of the life and theories of Dr. A. J. Ingersoll, founder of the Pinewood 
Sanitarium of Corning, New York. I might begin by saying that after 
reading his book, entitled: In Health,’ and from personal information 
obtained from his distinguished son, who died only recently, I feel that 
Dr. Ingersoll was in many respects the American forerunner of Freud. 

Dr. Andrew J. Ingersoll was born in 1818, near Hammondsport, 
New York, and died in Corning, New York, in 1893. He came from a 
long line of New England ancestors. His father was an energetic farmer 
near Lake Keuka, a Jackson democrat, and a strong Presbyterian. The 
family was large, and Andrew had little opportunity of getting even a 
common school education. From early life he became habituated to the 
hard and steady labors of the farm, but he always showed a strong curi- 
osity for knowledge and spent most of his leisure time in reading. He 
seemed to have been early impressed by the mysteries of life; as he puts 
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it: “From my earliest recollection a desire to comprehend human life 
possessed me.”° At the age of 24 he resolved to prepare himself for the 
ministry, but he soon became confused by theological problems, and 
after some struggle he gave up the idea of becoming a preacher. 

It is interesting to note that his doubts revolved around the question 
of the origin of God. He states that he believed that every design must 
have a designer, and he could not comprehend who was the designer of 
God himself. It was this obsessive rumination which finally forced him 
to abandon the ministry and “to disbelieve everything which my unre- 
generated rational nature could not understand.”* We learn that he was 
then called an infidel, that he did not believe in Christ, nor that the Bible 
was the word of God, but he did believe that there was a God. 

Those conversant with psychoanalytic thought will readily under- 
stand the meaning of such a conflict. It is always based on a phase of 
early infantile sexual investigation, which usually comes to an end 
through some energetic sexual repression. Behind such obsessive rumina- 
tions, there is always the question: “Where did I come from, how was 
I born?” In a distorted way it is represented by the well known riddle 
of the Sphinx.* Judging by many similar cases and by the issues of this 
case, which will be presently shown, it is safe to assume that the young 
theological student’s obsessive doubts were based on a repressed infan- 
tile sexual investigation; that the early sexual curiosity became more or 
less inhibited through religious forces; and that the repression later broke 
through and came to the surface as the obsessive question about the 
origin of God. 

But experience teaches that such a psychic crisis is never mono- 
symptomatic. One would, therefore, expect to find other symptoms 
besides the doubts mentioned. That this was actually the case is con- 
firmed in his biography, where we read that in addition to his religious 
entanglement, there was an internal unrest and discontent, together with 
some troubles at home, which reduced him to sickness and unfitted him 
for active work.’ Our future psychotherapist evidently went through a 
conflict on the basis of an unresolved Oedipus situation, which must 
have raged within him for some time. His final resolve to become a phy- 
sician, “to be of service to the sick,” as he puts it, was undoubtedly 
influenced by his Quaker mother, of whom we are told that she was 
always in demand wherever there was sickness or other trouble.® 

To become a physician was not so difficult in those times. In 1842-43 
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there was no Board of Regents; anyone so inclined, particularly in rural 
communities, could take up the practice of medicine. It is to be noted, 
however, that years later when the practice of medicine in New York 
State was legalized, Dr. Ingersoll was duly licensed on his record, so that 
for about 20 years before his death he was a legal practitioner of medi- 
cine in this State. 

That the former theological student solved his neurotic conflict by 
becoming a physician is especially interesting. He evidently had con- 
siderable insight into his own state; he knew he was ill and that his sick- 
ness was caused by mental and spiritual strife. He took up mental healing 
because unconsciously or consciously he wished to heal himself. From 
the very beginning of his career Dr. Ingersoll’s interest was centered on 
the sexual and on the mental processes. He never used medications; he 
was what they called a “drugless physician.” Besides hydrotherapy, 
which he administered rather crudely, he relied entirely on psychic 
measures. He believed that there is a natural curative power or tendency 
in the human body, which does the work of restoration, and that he had 
the power to promote it. He first discovered that he could relieve head- 
aches and other complaints with his hands,’ and then he developed the 
method of “hanging the head” therapy, which consisted of a “simple 
dropping of the chin upon the breast, accompanied by a complete relax- 
ation of body and mind.” He claimed and demonstrated through many 
cases that physical strength was rapidly regained by such relaxation and 
surrender of will. That such simple treatment should have been effica- 
cious will surprise no one who knows anything about suggestive ther- 
apy. For it is not the method, but the personality behind it that cures. 

Dr. Ingersoll was very eager to give others the benefit of his experi- 
ence without any compensation, but at first he confined his treatment 
to men only. As time went on, his system underwent a definite modifi- 
cation and gradually assumed an eroto-religious character. He tells us 
that for a number of years after he became a psychotherapist he had no 
definite religious belief, nor did he understand the power by which he 
cured the sick. One gathers that his internal struggle continued unabated 
in the form of a tension between the Ego and the Superego of his mental 
personality. On the one hand, he rejected religion; on the other hand, 
he could not dismiss the thought that he was zot religious. In addition 
to the religious conflict, he displayed a marked sensitiveness towards the 
problem of sex. This came to a climax when a friend asked him to treat 
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his wife, who was seriously ill. Dr. Ingersoll states that he was anxious 
to help the woman, but fearing lest in his treatment he would have 
wrong thoughts towards her, he refused the case. But as his friend per- 
sisted in begging him to help his wife, Dr. Ingersoll finally consented to 
consider the matter. That night while “hanging his head,” something 
from within seemed to say, “If you surrender your will in deep desire 
for help, I will keep you pure in thought. Something within seemed 
to assure me that He would protect me if I would trust my sexual nature 
to His care. I did so and His promise was fulfilled.”’ Here, we get a 
glimpse of the deep struggle between his primitive and ethical nature, 
i.e., between his Ego and the Jd.* He was evidently afraid of trusting 
himself with women and strove to master the mechanism of transference, 
concerning the force of which we have learned so much from Freud. 
It is remarkable that although untutored in normal and abnormal psy- 
chology and under the stress of a deep conflict, Dr. Ingersoll not only 
frankly recognized this force, but also controlled it properly through 
sublimation by surrendering to the commands of the Superego, which he 
naturally conceived as the Holy Spirit. Thus, his conflict between his 
sexuality and religion was settled on a basis of compromise. By identify- 
ing his own conflicting tendencies with those of his patients, he was able 
to sublimate his libido on a basis of religion, and thus hold in check the 
schizoidism which threatened to undermine his personality. However, 
the final adjustment of his sexual life was probably not effected until the 
age of about 43, when he married one of his patients, Miss Ellen S. Vail, 
the daughter of an old Quaker family, with whom he begot seven chil- 
dren, six of whom grew up into useful and distinguished citizens. 
Before proceeding to illustrate to what extent we are justified in 
calling Dr. Ingersoll an American forerunner of Freud, I wish to fore- 
stall some arguments that may be brought against this assumption. I have 
already stated that Dr. Ingersoll had no medical or any other standard 
education, in our sense of the term; he was, as it were, a self-made psy- 
chotherapist, while Professor Freud we know was one of the most edu- 
cated, learned, medical men of his time. There is, therefore, no compari- 
son between these two men in this respect. The Freud whom we have 
in mind when we speak of Dr. Ingersoll as his precursor, is the developer 
of the mechanisms of the unconscious, of repression, sublimation, trans- 
ference, resistance, and last, but not least, the discoverer of the great part 
that sex plays in the neurotic symptoms. Making due allowances, there- 
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fore, for the differences in the backgrounds of the two men, it is, never- 
theless, very remarkable that without any medical or other education to 
speak of Dr. Ingersoll should have perceived and expressed these mech- 
anisms, no matter how simple and crude they sound in comparison to 
Freud’s scientific elaborations. 

In 1896 Freud said: “In a normal sexual life no neurosis is possible.’ 
In 1877 Dr. Ingersoll said: “From my experience in ministering to the 
sick, I believe that disease originates in unregenerated sexual life.”* Freud 
repeatedly insisted that sex is an integral part of the individual and must 
be considered as a basic part of normal or abnormal behavior. Dr. Inger- 
soll states: “We are so constituted that we cannot look with a con- 
demnatory spirit upon any part of our organism, without creating dis- 
ease in that part; showing clearly that ‘a house divided against itself 
cannot stand.’” 

According to Freud only a small part of sex is lived through in the 
primitive sense; the rest must be sublimated or deflected to higher social 
or esthetic aims. Dr. Ingersoll says: “All sensations of sexual feeling 
should be committed or yielded to Christ. To do this there should be 
thankfulness for it, and mercy and good will towards it, at the moment 
there is consciousness of it.”* In other words, it is not a surrender of sex 
in an ascetic or monastic sense, but in an exaltation of the body. 

All medical authors who wrote about unconscious mental activity 
invariably spoke of the “subconscious”; Dr. Ingersoll always speaks of 
the unconscious, a term exclusively used by Professor Freud and his 
School. Speaking of the unconscious manifestations of resistance, he 
states: “Fear of conception causes rigidity of the constrictor vaginae 
muscle, and through this rigidity all the muscles become tense, creating 
more or less soreness in the whole body.”* In a simple way Dr. Ingersoll 
expresses here the Freudian mechanisms of conversion and displacement, 
the meanings of which are too well known to need further elaboration. 

Dr. Ingersoll’s formula for the treatment of such cases is expressed in 
the following sentence: “All who thus suffer, should desire sexual life, 
and reverence and gratitude for every consciousness of it.” The psycho- 
therapist of today would not be so sure that “Then the muscles will 
relax and the suffering cease,”* as soon as the patient would accept the 
interpretation. We often know the meaning of the symptoms after a 
short period of study, but it requires many hours, weeks or months 
before the patient is capable of accepting the unconscious meanings of 
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the symptom. However, Dr. Ingersoll was well aware that his interpre- 
tations were not always accepted by his patients. He tells us that not- 
withstanding his many successes, he was unable to lead many of them to 
seek the redemption of their souls by commitment of their sexual life 
to Christ, “because Christians generally believe that this infection of 
nature doth remain, yea in them that are regenerated.” He refers here 
to the ninth article of religion as expressed in the Episcopal Church.° 

But the doctor was so profoundly convinced of the correctness of 
his theory that whenever the patient did not recover, or died, it never 
occurred to him to question his diagnosis. Thus, he cites the case of a 
lady who for several years had frequent nocturnal attacks of “suppres- 
sion of the breath,” which he interpreted as an effort on her part to crush 
all her sexual feelings. He told the patient that if she did not stop the 
effort to suppress her sexual life, she would die in one of these attacks. 
The patient apparently “insisted that sexual desire was wrong and that 
she would rather die than have any such feeling.”*® One night the doctor 
called to see the patient and found her struggling for breath, and she 
died in a few minutes. Dr. Ingersoll states: “I can give no other explana- 
tion of her disease than that it was caused by the action of the will as 
described above.’ 

The Doctor tells us nothing of the patient’s physical condition; it 
never occurred to him that death may have been caused by some pul- 
monary, cardiac, or other physical malady. Still, the doctor’s diagnosis 
may have been essentially correct. Death can be produced by a strong 
“will to die.” We have convincing reports from many competent and 
reliable observers that primitive people can die at will, and I have shown 
that people of a neurotic constitution sometimes depart from life in a 
similar manner.’ Dr. Ingersoll seemed to have perceived this idea when 
he states: ““The unconscious action of the will occasioned by fear seems 
to take possession of the body,”* and then gives the cases of two patients 
who became debilitated by the will acting unconsciously* upon their 
voluntary muscles as a result of their bitter condemnation of the men 
who made impure proposals to them. One recovered after she forgave 
the man while the other would not forgive and died soon after leaving 
his care.* We need not agree with Dr. Ingersoll to be impressed by his 
anticipation of Freud’s concept of unconscious mental activity. 

That he considered sex in the broader sense of the Freudian Jibido is 
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shown by the following passages: “Sexual life, God’s sustaining life in 
man, is not simply the life of the organs to which He has assigned the 
most important office of bringing into existence immortal souls.” Dr. 
Ingersoll then goes on enumerating the wide ramifications of sex and 
ends with the following sentence: “It gives motion to the muscles and 
life to the nerves, and controls all the actions of humanity.”° 

When one reads his cases, his clinical material, one is still more im- 
pressed by the fact that he perceived many of the mechanisms which 
were later developed by Freud and his pupils. It is more than doubtful 
that Dr. Ingersoll was influenced by Plato, who first associated hysteria 
with sex suppression.* As far as we know, Freud was the first modern 
investigator to give expression to it. But in 1877 Dr. Ingersoll stated that 
“hysteria is frequently caused by the voluntary suppression of the sexual 
life.”® He gives a number of cases to substantiate this statement, of which 
the case of Miss C. is a typical example. She was unable to move, speak, 
or even whisper, and had not menstruated in 18 months. He told her 
that she had no organic disease, but that her condition was due “to anger 
at her catamenial function.” She finally admitted the truth of his diag- 
nosis, became reconciled to menstruation as the divine will in her being, 
and soon recovered. 

Dr. Ingersoll disagreed with Drs. Clarke, Maudsley, and others that 
study during menstruation produces disturbances in the female func- 
tions. He said, “While the light of physiology is not to be rejected, it 
should not be accepted as the standard of the effects of study upon fe- 
males.”* All patients who accepted his religious views on this function 
performed physical or mental work during these periods without any 
inconvenience. 

He gives many instances of various forms of hysteria, the sexual 
bases of which he correctly diagnosed. He states that the patients were 
cured when they accepted sex as a natural and divine gift. 

The case of Mr. J.,° who was addicted to self-abuse and subject to 
seminal emissions, is particularly interesting. For years this patient strug- 
gled with his sex, consulted an eminent physician, who treated him by 
medications, attributed his seminal emissions to cerebral congestions, and 
told him that the emissions were “the work of nature to relieve the 
pressure on his brain, and unless he had them, he might have had apo- 
plexy.” After eight years of severe suffering, Mr. J. consulted Dr. Inger- 


* Plato’s matrix theory of hysteria is nicely described in his Timaeus. 
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soll, who told him that his trouble was spiritual, that it was due to a 
wrong conception of the relations of his bodily to his spiritual powers. 
“All your life,” said the doctor, “you have been sorely grieved and well 
nigh angry with yourself that you were a man. The feeling and powers 
of sex which make you distinctly a man, you have never reckoned holy 
in Christ, nor redeemed by him.” Dr. Ingersoll advised his patient to 
stop worrying and commit his sexuality to Christ, who would control it 
for him. In other words, he removed the conflict by showing the patient 
that sex is a natural God-given function, of which one need not be 
ashamed or afraid. 

The case of Miss I. is also worthy of a brief description. This pa- 
tient, a young married woman, consulted Dr. Ingersoll after she had 
been diagnosed as scrofulous and pronounced incurable by her physi- 
cian. “When she came to me,” Dr. Ingersoll states, “she was invariably 
nauseated after taking food, was unable to walk without a crutch, and 
frequently fainted in trying to cross a room.” Investigation showed that 
her ailment began shortly before her marriage when she brooded over 
the idea that no wife could be pure if she had any enjoyment in sexual 
intercourse. She was determined not to allow marriage to create in her 
any sexual desire, and she had religiously adhered to this determination 
with entire success. Dr. Ingersoll told the patient that the want of sexual 
life was the cause of her illness, that she elevated everything except sex, 
which she thought low, that she had set up in her heart a false standard 
of purity, and that the sexual desire of her husband was not animal, as 
she thought, but given by God to woman as well as to man. After she 
became convinced, and acknowledged that God could bestow nothing 
that was impure, she felt that her husband had been purer than she. Her 
appetite then improved and she soon discarded the crutch and within a 
few weeks could walk four or five miles over rugged hills without lame- 
ness or fatigue. Dr. Ingersoll adds: “It is now five years since she was 
cured, and she still appears to enjoy perfect health, having in that time 
never been ill a day.” 

The report of this case sounds very simple in comparison to our 
present day case records. But we must not forget that the patient was 
diagnosed and treated as having an organic disease and that Dr. Inger- 
soll had the insight to diagnose the disease as hysteria on the basis of 
a psychosexual disturbance and cured the patient by his system of 
therapy. We could quote similar instances of hysteria from our present 
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day practice, in patients who were diagnosed and treated as having 
organic disease which turned out later to be functional. But in the ’7os 
and ’8os of the last century, things were quite different. At that time 
most of the reputable neurologists and psychiatrists considered hysterical 
symptoms as manifestations of some local cerebral irritations. When 
this case was reported, Freud was not yet a medical student. 

Dr. Ingersoll was firmly convinced that “the physician of the soul 
was the healer of the body,”® and for that reason, as well as for lack of 
training, he now and then made mistakes. Thus, he gives the case of a 
young lady who had lost her voice. Dr. Ingersoll diagnosed her aphonia 
as a repugnance which she felt towards becoming a mother, and when 
he told this to the patient, she whispered that if she should ever marry a 
good husband, he would not wish her to have children. He ends up by 
saying that she could not be convinced of the truth, and died in a few 
months of consumption. There is no doubt that this patient had a dis- 
torted view of sex and that hysterical symptoms often develop in such 
predisposed persons, but to the medically trained psychotherapist, it 
would seem that Dr. Ingersoll dealt here with a case of tuberculosis of 
the larynx. 

At all events, Dr. Ingersoll was the first American physician to my 
knowledge who stressed the sexual factors in the neuroses. He was a 
truly religious man, who, having been influenced by his Quaker mother, 
set out to serve mankind. His own sexual struggles showed him the 
psychogenesis of the neuroses long before Freud discovered and de- 
scribed them. His method of treatment consisted of a mixture of religion 
and crude science. When one reads his book, one sees that he was influ- 
enced by his times, when many people were still under the spell of the 
Fox sisters, who brought spirit mediums into vogue. Dr. Ingersoll diag- 
nosed a few cases as spirit mediums, but rejected spiritualism as well as 
mesmerism and hypnotism, as “evils very dangerous to the soul.” In the 
light of our present knowledge his method of treatment consisted mainly 
of suggestion and interpretation; the former was of a religious while the 
latter was of an erotic nature. The only ceremonial that he inaugurated 
into his treatment was “head-hanging,” which he described as follows: 
“To relax the nervous and muscular systems is to drop the head towards 
the chest, to sit with every muscle relaxed, sometimes for hours, and to 
let go all will over the muscular systems, just as you have seen people do 
when asleep in their chair.”® He states that the mental condition during 
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this posture was expressed by Wordsworth in these words : 
“In such high hour 
Of visitation from the Living God 
Thought was not.” 

It is, according to Dr. Ingersoll, a complete yielding to Christ, to 
whom all sensations of sexual feelings are thus committed. He firmly 
believed that Christ revealed to him the second birth through his sexual 
life by giving him love and reverence for it.’ He dilates upon this 
thought by quoting the words of Paul: “I am crucified with Christ; 
nevertheless, I live; yet not I, but Christ liveth in me.” (Galatians II: 20) 
This mystical identification with Christ—that is, a direct union with 
God, the aim of all mystics, was also experienced by Dr. Ingersoll. But, 
we know that mysticism furnishes the clearest examples of the influence 
of the mind on the body, and that belief is the most ideal therapy in 
psychic disturbances. Unfortunately, such suggestive therapy is ac best 
of a transient nature. Dr. Ingersoll’s personality shows much of the reli- 
gious mystic and his therapy was undoubtedly based on a profound 
conviction that he represented Christ, the healer. He did not, however, 
depend on this alone. In addition to his deep conviction, which he im- 
parted to his patients, he also resorted to the interpretation of the symp- 
toms on a psychosexual basis. In this he not only anticipated Freud, but 
in a crude way he perceived and described many of the psychoanalytic 
concepts. 
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Tue Tuyrom anv rrs Ansence or Dericiency 


Plinius Secundus, Caius (the elder). 23- 

79. 

The historie of the world. Commonly 

called, the naturall historie . . . Trans- 

lated into English by Philemon Holland. 
London, 1601, opened at p. 339. 

As early as the first century goiter was 

noted in men and swine. Pliny attributed 

it to the drinking water. 

Juvenal. ca. 60-130. 

The satires of ... no. 13. 
In: Juvenal (ca. 60-130) & Persius 
(34-62). [Satires]. Literally 
lated by the Rev. M. Madan. Prince- 
ton, 1850, opened at p. 102. 

“Who wonders at a swoln throat in 

the Alps?” 

From this we can assume that goiter 


trans- 


was endemic in the Alps in the first 
century. 
Celsus, Aurelius Cornelius, Ist. cent. 
De medicina. 
Venice, 1493, opened at fol. xlviii 
verso. 
An 
treatment with caustics the author says 
“sed scalpelli brevior est”. 


Though the thyroid was not recognized 


account of cystic goiter. In_ its 


curatio 


at the time as normal equipment of the 
body, this is considered the earliest 
reference to its surgery. 
Galen. ca. 129-200. 
Opera... 
Basileae, 1542, vol. 7, opened at p. 
230. 
A rather vague account of the thyroid. 
The author considered its secretion a 
lubricant for the larynx and its carti- 
lages for the facilitation of speech. 


. Paulus Aegineta. 625-690, 


Opus de re medica... 

Paris, 1532, opened at p. 21. 

The author recommends surgery for the 
treatment of goiter. 

Abuleasis. 1013-1106, 

De chirurgia. Arabice et Latine. Cura 
Johannis Channing. 

Oxonii, 1778, vol. 1, opened at p. 229. 
The author, whose works are hased on 
those of Paulus Aegineta, has _ been 
spoken of as the first to operate for 
goiter, though we know that as early 
as the first century Celsus made a ref- 
erence to goiter surgery. Abulcasis may 
have been the first actually to perform 
an operation, however. He calls the dis- 


* Held in conjunction with the Graduate Fortnight on “The Endocrine Glands and their Disorders.” 
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ease elephantiasis of the throat. It is 
interesting to note that he had observed 
its frequency in women. 

Arnoldus de Villanova. d, 1311. 

Opera omnia. Cum Nicolai Taurelli . . . 
annotationibus .. . 

Basileae, 1585, opened at p. 1190, De 

botio gulae, cap. 4. 

A medieval discussion of the medical 
treatment of goiter. He recommends 
burnt sponge as a therapeutic measure. 
Polo, Marco. 1254-1323? 

The travels of ... 

London, [1931], opened at p. 65. 

“They mostly have goitres, and this is 
due to the nature of the water they 
drink.” 
In his travels in China the author ob- 
served the prevalence of goiter at Yar- 
kand. Like so many before him he con- 
sidered it due to the drinking water. 
Borrowed through the kindness of the 
New York Public Library. 


. Guy de Chauliac. d. 1368. 


Here bigyney ye inventorie or ye col- 
lectorye in chirurgicale parte of med- 
icene compiled and complete i ye yere 
of oure lord, 13863... 
[England? 14—?], opened at fo. 43 
recto. 
Manuscript in English of the author’s 
Chirurgia magna, 1363, the only Eng- 
lish translation of Guy Ce Chauliac that 
is known. He advocates exstirpation of 
goiter. 


. Leonardo da Vinci. 1452-1519. 


I manoscritti di Leonardo da Vinci 
della Reale biblioteca di Windsor. Dell’ 
anatomia fogli A... 

Parigi, 1898, opened at fo. 3 recto. 
Drawing of the thyroid gland. On p. 74 
da Vinci says that these glands were 
made to fill in where the muscles were 
lacking and that they separated the 
trachea from the collar bone. 

Leonardo da Vinci. 1452-1519. 
[Drawing of a monster with two large 
goiters]. 

In: Clark, (Sir) Kenneth. 

logue of the drawings of Leonardo 
Vinci in the collection of His 
Majesty the King at Windsor Castle. 
N. Y. & Cambridge [Eng.], 1935, vol. 
2, opened at no. 12371. 


A cata- 


da 


12. 


14, 


16, 


Michelangelo, 1475-1564. 
“Tl ho gia fatto un gozzo.” 
In: Symonds, John Addington. Ren- 
aissance in Italy: the fine arts. New 
ed. London, 1899, opened at p. 379. 
“I’ve grown a goitre by dwelling in this 
den— 
As cats from stagnant streams in Lom- 
bardy, 
Or in what other land they hap to be—” 
A sonnet written by Michelangelo while 
he was painting the roof of the Sistine 
Chapel in 1508. The first three lines 
suggest water as the cause of goiter. 
Borrowed through the kindness of the 
New York Public Library. 
Paracelsus, Aureolus Philippus ‘Theo- 
phrastus. 1493-1541. 
Opera omnia .. . 
Ed. nov. Genevae, 1658, vol. 2, opened 
at p. 382. 
He seems to be the first to point out a 
relationship between goiter and the 
form of congenital idiocy known as 
cretinism. (This was published as early 
as 1567 in his Philosophiae magnae .. . 
Céln, pp. 139-156.) 
Vesalius, Andreas. 1514-1564. 
De humani corporis fabrica libri sep- 
tem. 
Basileae, 1543, opened at p. 256. 
Drawings of the thyroid. 
Platter, Felix. 1536-1614. 
Praxeos medicae tomi tres... 
Basileae, 1625, vol. 1, opened at p. 80. 
An early description of cretinism from 
the point of view of mental deficiency. 
The relationship between cretinism and 
goiter is also brought out. The first vol- 
ume of the first edition of this work 
appeared in 1602, 
Shakespeare, William. 1564-1616. 
The tempest. 
N. Y., [19—?], opened at act III, 
scene III, p. 68. 
Gon.: “Who would believe that there 
were mountaineers 
Dew-lapp’d like bulls, whose throats 
had hanging at them 
Wallets of flesh; or that there were 
such men 
Whose heads stood 


o” 


in their breasts? 


The poet’s picture of goiter and cretin- 
ism. 
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Wharton, Thomas. 1614-1673. 

Adenographia . 

Londini, 1656, opened at p. 118, cap. 

18, De glandulis thyroidoeis. 

The author described the thyroid more 
accurately than his predecessors and 
gave it its name in 1656. He noticed the 
vascularity of the organ, and thought 
one of its functions was to fill up the 
spaces around the larynx, thus contrib- 
uting to the beauty of the neck. He 
considered this particularly true in fe- 
males, which accounted for their larger 
thyroids, 

Hoefer, Wolfgang. 1614-1681. 

Hercules medicus .. . 

Viennae, [1657], opened at p. 37, 

An early account of cretinism, attrib- 

uting it to faulty habits of diet and 

mode of living. 

Gibson, Thomas. 1647-1722. 

The anatomy of humane bodies epito- 

mized ... 

2. ed. . . . London, 1684, opened at 

p. 332. 

The author seems to consider the func- 
tion of the thyroid to improve the ap- 
pearance of the neck, and its secretion 
to lubricate the larynx “whereby the 
voice may be made more smooth and 
sweet”. 

The first edition of this work appeared 

in 1682. 

Cowper, William. 1666-1709, 

The anatomy of humane bodies . . 
Oxford & London, 1698, opened at 
table 24. 

The author considered the thyroid gland 

“to be of the same office with the thy- 

mus”, The latter he classed as a lym- 

phatie gland. Though the text is Cow- 
per’s own, most of the plates (including 
that of the thyroid) are from Bidloo’s 

Anatomia . . . Amsterdam, 1685, 

von Haller, Albrecht. 1708-1777. 

Physiology .. . 

London, 1754, vol. 1, opened at p. 258, 
The author doubts the existence of 
ducts connecting the thyroid and tra- 
chea, at a time when those ducts were 
accepted as an established fact. 
Wilmer, Bradford. 

Cases and remarks in surgery: to which 


is subjoined, an appendix, containing 
the method of curing the bronchocele 
in Coventry. 

London, 1779, opened at p. 251. 
The “Coventry Treatment” for goiter, 
which introduced the burnt sponge rem- 
edy into England. This remedy had 
been a secret in the possession of a 
family at Coventry for many years, 
The treatment must be undertaken 
when the moon is full. It is amusing to 
note on p. 238 a quotation from Girard 
illustrating the almost universal ap- 
pearance of goiter in the ‘l'yrol. It was 
said of an English traveller that he 
would have been a handsome man if 
only he had had a goiter. 
Borrowed through the kindness of the 
Army Medical Library. 
Courtois, Bernard. 1777-1838. 
Découverte «une substance nouvelle 
dans le vareck. 

In: Annales de chimie, Paris, 1813, 

vol. 88, opened at p. 304. 
The discovery of iodine. 
Borrowed through the kindness of the 
New York Public Library. 
Coindet, Jean Francois. 1774-1834. 
Découverte dun nouveau reméde contre 
le goitre. 

In: Annales de chimie et de physique, 

Paris, 1820, vol. 15, opened at p. 49. 
Though iodine-containing substances had 
been used for centuries in the treat- 
ment of goiter, this is the first use of 
iodine alone. ‘The author reports suc- 
cessful results. 
Borrowed through the kindness of the 
New York Public Library. 
King, ‘Thomas Wilkinson. 1809-1847. 
Observations on the thyroid gland, 
with notes on the same subject by Sir 
Astley Cooper. 

In: Guy's hospital reports, London, 

1836, vol. 1, opened at p. 443. 
The author, who has been called “the 
father of endocrinology,” seems to have 
anticipated the endocrine action of the 
thyroid in 1836. On p. 441 he says, 
“Whilst the nourishment of a part is 
indispensable to its existence; the in- 
fluence which it exerts upon the circu- 
lating fluids may be more or less need- 
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ful for the healthful subsistence of the 
entire animal.” And on p. 443, “Yet 
we may one day be able to shew, that 
a particular material principle is slowly 
formed ... in the course of the circula- 
tion.” This seems to show he had a 
conception that internal secretions are 
poured into the blood stream for gen- 
eral distribution. 
Norris, Hugh. 1820-1910. 
Notice of a remarkable disease, analo- 
gous to cretinism, existing in a small 
village in the west of England. 

In: Medical times, London, 1848, vol. 

17, opened at p. 257. 
An instance of endemic cretinism in 
England in 1847. The author considers 
that the disease may be caused by the 
guiter which usually accompanies the 
condition. He also expresses the belief 
that its cause is a combination of cir- 
cumstances, among them intermarriage, 
inferior water and impure air. 
. Curling, Thomas Blizard. 1811-1888, 
Two cases of absence of the thyroid 
DOGy «ss 

In: Medico-chirurgical transactions, 

London, 2. ser., 1850, vol. 15, opened 

at p. [303]. 
In 1849 the author discovered an ab- 
sence of the thyroid gland in two cases 
of cretinism. He is the first to suggest 
that the cretinism may be due to thy- 
roid deficiency. 
. Chatin, Gaspard Adolphe. 1813-1901. 
Existence de Viode dans les _plantes 
Meau douce . . 

In: Compt. rend. hebd. d. séances de 

VAcad. d. sci., Paris, 1850, vol. 30, 

opened at p. 352. 
The first of a series of contributions 
demonstrating the relationship between 
iodine deficiency in water, soil, plants, 
etc. and endemic goiter. He was not the 
first to put forth this theory, but his 
were the first extensive investigations 
carried out. He recommended adding 
iodine to the water supply as a prophy- 
lactic measure. His advice was not ac- 
cepted, and it was over seventy years 
later before a similar investigation was 
carried out which confirmed his theory. 


. Schiff, Moritz. 1823-1896. 


Untersuchungen iiber die zuckerbildung 
in der leber . 

Wiirzburg, 1859, opened at p. 61. 
An important contribution which was 
overlooked for more than a quarter of 
a century. The author totally extirpated 
the thyroid glands of dogs with the re- 
sult that death followed. Neither Re- 
verdin nor Kocher appeared to be 
aware of Schiff’s work when they pub- 
lished their results of complete thyroid- 
ectomy. 
Borrowed through the kindness of the 
Army Medical Library. 
Sick, Paul. 
Ueber die totale exstirpation einer krop- 
fig entarteten schilddriise .. . 

In: Med. corresp.-blatt . . . Stuttgart, 

1867, vol. 37, opened at p. [199]. 
He is credited with being the first to 
notice symptoms of loss of thyroid func- 
tion following thyroidectomy. Whether 
he was the first to extirpate the gland 
completely has been debated. Halsted 
considered it the first total excision and 
“the first report of the condition which 
we now recognize as status thyreopri- 
vus.” 
Saint-Lager, J. 
Etudes sur les causes du crétinisme et 
du goitre endémique. 

Paris, 1867, opened at p. 245. 
He tells us that the people of Lau- 
sanne carried small bottles of iodine 
around their necks like amulets, in an 
effort to protect themselves against 
goiter. This was in 1867. Walter M. 
Boothby, in 1935, considered this to be 
a reasonably good prophylactic meas- 
ure in the light of recent knowledge. 
Fagge, Charles Hilton. 1838-1883. 
On sporadic cretinism, occurring in 
England. 

In: Medico-chirurgical trans., Lon- 

don, 2. ser., 1871, vol. 36, opened at 

p. 154. 
The author pointed out the similarity 
and differences of symptoms in spora- 
dic and endemic cretinism. His sugges- 
tion that cretinism might occur in adult 
life and the symptoms he thought would 
attend it were confirmed by Gull in 
1873. 
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33. 


35. 


36. 


Gull, (Sir) William Withey. 1816-1890, 
On a cretinoid state supervening in 
adult life in women. 

In: Trans. Clinical soc. Lond., 1874, 

vol. 7, opened at p. 180. 
The classic account of myxoedema is 
due to Sir Wm. Gull in 1873. He called 
it “A cretinoid state” to which Ord in 
1877 gave the name myxoedema. 
Ord, William Miller. 1834-1902. 
On myxoedema, a term proposed to be 
applied to an essential condition in the 
“cretinoid” affection occasionally ob- 
served in middle-aged women. 

In: Medico-chirurgical trans., Lon- 

don, 2. ser., 1878, vol. 43, opened at 

p. [57]. 
In 1877 the author gave myxoedema its 
name. He did not recognize myxoedema 
and cretinism as the same condition oc- 
curring at different stages of life, but 
on p. 72 he suggests that the same cause 
may be in operation at the beginning of 
each. 
Bourneville, Désiré 
1909) & d’Olier, H. 
Note sur un cas de crétinisme avec 
myxoedéme . . 

In: Progrés médical, Paris, 1880, vol. 

8, opened at p. 709. 
These authors are said to be the first to 
recognize cretinism and myxoedema as 
the same condition. They state, “il 
[myxoedéme] apparait comme compli- 
cation dun état préexistant: le crétin- 
isme; il semble en quelque sorte rem- 
placer le goitre absent”. In 1883, Felix 
Semon contended that cretinism, myx- 
oedema and cachexia strumipriva were 
all due to lack of thyroid secretion. 
Reverdin, Jacques Louis. 1842-1929. 
[Accidents consécutifs 4 ablation to- 
tale du goitre]. 

In: Revue médicale de la Suisse ro- 

mande, Genéve, 1882, vol. 2, opened 

at p. 539. 
The author is considered the first to re- 
port that a syndrome as of myxoedema 
follows complete thyroidectomy in hu- 
man beings. However, Schiff, in 1859, 
told of fatal results following complete 
removal of the thyroid in animals. 
Kocher, Theodor. 1841-1917. 


Magloire (1840- 


39. 


40. 


41. 


Ueber und _ ihre 
folgen. 
In: Archiv fiir klinische chirurgie, 
Berlin, 1883, vol. 29, opened at p. 
[254]. 
A verification of the work of Reverdin 
that a syndrome resembling myxoedema 
followed complete removal of the thy- 
roid in human beings. Kocher called 
this condition “cachexia strumipriva.” 
Semon, (Sir) Felix. 1849-1921. 
[Discussion on a case of myxoedema 
presented before the Clinical society of 
London, Nov. 23, 1883}. 
In: Brit. med. jour., London, Dec. 1, 
1883, opened at p. 1073. 
The first suggestion that cretinism, 
myxoedema, and cachexia strumipriva 
were all due to loss of thyroid function. 
This was later proved to be true, in 
1884, by Horsley’s production of myx- 
oedema in monkeys by thyroidectomy. 
Schiff, Moritz. 1823-1896. 
Résumé dune nouvelle série d’expéri- 
ences sur les effets de Tablation des 
corps thyroides. 
In: Revue médicale de la Suisse ro- 
mande, Genéve, 1884, vol. 4, opened 
at p. 436. 
The author showed that the fatal re- 
sults which followed his operations, re- 
ported in 1859, could be obviated by the 
previous transplantation of thyroid. His 
work was done on animals. 
Horsley, (Sir) Victor. 1857-1916. 
The Brown lectures on pathology. 
In: Brit. med. jour., London, Jan. 17, 
1885, opened at p. 111. 
The author supported Felix Semon’s 
hypothesis that myxoedema, cretinism, 
and cachexia strumipriva were all 
phases of the one condition and all due 
to thyroid deficiency. Horsley artifi- 
cially produced myxoedema in monkeys 
by thyroidectomy. 
Bettencourt, R. & Serrano, J. A. 
[Un cas de myxoedéme traité par la 
greffe hypodermique du corps thyroide 
du mouton]. 
In: Progrés médical, Paris, 2. 
1890, vol. 12, opened at p. 170. 
They appear to be the first to attempt 
transplantation of thyroid in a myx- 
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. Horsley, 


43. 


44. 


45. 


46. 


oedematous patient. Striking improve- 
ment followed, but they do not report 
permanent relief of symptoms. 
(Sir) Victor. 1857-1916. 
Note on a possible means of arresting 
the progress of myxoedema, cachexia 
strumipriva, and allied diseases. 
In: Brit. med. jour., London, Feb. 8, 
1890, opened at p. 287. 
The author suggested that myxoedema 
and other forms of thyroid deficiency 
in human beings might be successfully 
treated by the implantation of thyroid 
tissue in the patient. He suggests using 
the gland of a sheep. He does not ap- 
pear to have tried it, however. In 1884, 
Schiff had showed that the fatal results 
of thyroidectomies in dogs could be 
avoided by the transplantation of the 
gland. 
Murray, George Redmayne. 1865-1939. 
Note on the treatment of myxoedema 
by hypodermic injections of an extract 
of the thyroid gland of a sheep. 
In: Brit. med. jour., London, Oct. 10, 
1891, opened at p. 796. 
He was the first to use a subcutaneous 
injection of thyroid extract in the treat- 
ment of myxoedema in human beings. 
The results were highly successful. The 
complete life history of this patient is 
given in the Brit. med. jour., March 13, 
1920. 
MacKenzie, Hector W. G. 
A case of myxoedema treated with 
great benefit by feeding with fresh thy- 
roid glands. 
In: Brit. med. jour., London, Oct. 29, 
1892, opened at p. 940. 
Fox, E. L. 
A case of myxoedema treated by taking 
extract of thyroid by the mouth. 
In: Brit. med. jour., London, Oct. 29, 
1892, opened at p. 941. 
Following Murray’s remarkable success 
(1891) with subcutaneous injection of 
thyroid extract, MacKenzie and Fox, 
independently, showed that equally suc- 
cessful results could be obtained from 
oral administration of the gland. Both 
reported toxic symptoms when _ the 
dosage was too large. 
Magnus-Levy, Adolf. 


47. 


48. 


49. 


Ueber den respiratorischen gaswechsel 
unter dem einfluss der thyreoidea sowie 
unter verschiedenen pathologische zu- 
stinden. 
In: Berlin. klin. woch., July 29, 1895, 
opened at p. 650. 

The author introduced the experimental 
method of determining thyroid disturb- 
ances. He confirmed the observations of 
Miiller (1893) on the effects of thyroid 
disorders on the metabolic rate. The in- 
vestigations of Magnus-Levy laid the 
foundation for the modern conception 
of thyroid function: maintenance of 
metabolism at its proper level through 
the secretion of an adequate amount of 
the hormone. 

Baumann, Eugen. 

Ueber das normale vorkommen von jod 

im thierkérper. 

In: Hoppe-Seyler’s zeitschrift fiir 
physiologische chemie, Strassburg, 
1895/96, vol. 21, opened at p. [319]. 

The first good paper on the chemical 

knowledge of the thyroid. The author 

proved that the normal gland contains 
iodine, by isolating an iodine-containing 
compound to which he gave the name 

“Thyrojodin”. He considered this sub- 

stance to be closely related to the physi- 

ological activity of the gland. 

Kendall, Edward Calvin. 1886- 

The isolation in crystalline form of the 

compound containing iodine which oc- 

curs in the thyroid; its chemical nature 
and physiological activity. 
In: Trans. Assoc. Amer. phys., Phil. 
1915, vol. 30, opened at p. [420]. 

A great contribution to physiology and 

therapy was made by the author in 

1914, by the isolation, in crystalline 

form, of the iodine-containing hormone 

of the thyroid, called thyroxin. 

Marine, David (1880- ) & Kimball, 

O. P. 

The prevention of simple goiter in man. 
In: Jour. lab. and clin. med., St. 
Louis, Mo., 1917, vol. 3, opened at 
p- 40. 

They show how to eradicate simple 

goiter in regions where the water and 

soil are deficient in iodine. This was 
achieved by the oral administration of 
iodine. 
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50. 


51. 


54. 


Halsted, William Stewart. 1852-1922. 
‘The operative story of goiter. The au- 
thor’s operation. 

In: Johns Hopkins hospital reports, 

Balt., 1920, vol. 19, opened at p. 193. 
Halsted was considered one of the mas- 
ters in the art of thyroidectomy, rank- 
ing second only to Kocher. On p. 193 
begins the account of his own technique 
which gained for him the reputation of 
being unexcelled in the field. 
Harington, Charles Robert. 1897- 
Isolation of thyroxine from the thyroid 


gland. 
In: Biochem. jour., Cambridge, 
[Eng.], 1926, vol. 20, opened at p. 
[293]. 


The author gives the “probable empirical 


52. 


53. 


formula of thyroxine” as C,;H,,O,NI,. 
Harington, Charles Robert (1897- ) 
& Barger, George. (1878- ) 
Constitution and synthesis of thyroxine. 
In: Biochem. jour. Cambridge 
[Eng.], 1927, vol. 21, opened at p. 
169. 
‘e authors verify the chemical formu- 
la put forth by Harington in 1926, and 
describe the synthesis of thyroxin. 
Sayers, Dorothy Leigh. 1893- 
The incredible elopement of Lord Peter 
Wimsey. 
In her: Hangman’s holiday, 
York, 1933, opened at p. [41]. 
The thyroid gland in fiction. ‘The plot 
centers around a case of hypothyroid- 
ism. 


New 


Tue Tuyromw anv Its Hyperruncrion: ExoputruHatmic Gorrer 


Parry, Caleb Hillier. 1755-1822. 
Enlargement of the thyroid gland in 
connection with enlargement or palpita- 
tion of the heart. 
In his: Collections from the unpub- 
lished medical writings . . . London, 
1825, vol. 2, opened at p. [111]. 
The author was the first to describe the 
disease we now know as exophthalmic 
goiter. As early as 1786 he recognized 
disturbances of cardiac function in hy- 
perthyroidism, thus preceding by many 
the observations of Flajani, 
Graves and Osler said 
that if any person’s name were given 
to the should be that of 
Parry. 
Flajani, Giuseppe. 1741-1808. 
Sopra un tumor freddo nell’ anterior 
parte del collo detto broncocele. 
In his: Collezione d’osservazioni e 
riflessioni di chirurgia, Roma, 1802, 
vol. 3, opened at p. 270. 
The author described cardiac disturb- 
His ac- 


years 
von Basedow. 


disease it 


ances in thyroid enlargement. 
count is considered one of the earliest 
of exophthalmic goiter, though it has 
also been said that it is hard to be 
certain he was actually describing this 
disease. 

Borrowed through the kindness of the 
Army Medical Library. 


56. Graves, Robert James. 1797-1853. 


tod 
ot. 


Clinical lectures. Lecture XII . « 
Newly observed affection of the thyroid 
gland in females. 

In: London med. & surg. jour. (Ren- 

shaw ed.), 1835, vol. 7, opened at p. 

516. 
The author described the syndrome of 
hyperthyroidism or exophthalmic goiter 
—the disease which bears his name. 
Like Parry, who preceded him, Graves 
was impressed by the cardiac disturb- 
ances with this condition. 
Graves, however, considered the altera- 
tions in cardiac function not to be or- 
ganic in nature. He also concluded that 
the hypertrophy of the thyroid differed 
essentially from that in ordinary goiter. 
Borrowed through the kindness of the 
Boston Medical Library. 
von Basedow, Carl Adolph. 1799-1854. 
Exophthalmos durch hypertrophie des 
zellgewebes in der augenhdéhle. 

In: Wochenschr. f. d. ges. heilk., Ber- 

lin, 1840, opened at p. [197]. 
Basedow’s classic paper in which he 
described the “Merseburg Triad” 
(named from the place in Germany 
where he lived): enlargement of the 
thyroid, protrusion of the eyeballs, and 
rapid heart. Though he was preceded 
by Parry (1786) and Graves (1835), 


associated 
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58. 


59. 


60. 


61. 


his description of exophthalmic goiter 
is undoubtedly the clearest. The only 
symptom lacking in Basedow’s clinical 
picture of the disease as it is now 
known is the tremor. On p. 200 he 
mentions having used iodine in a case, 
some years earlier, with some success. 
This is probably the first use of iodine 
in exophthalmic goiter. 
von Graefe, Albrecht. 1828-1870. 
Ueber Basedow’sche krankheit. 

In: Deutsche klinik, Berlin, 1864, vol. 

16, opened at p. 158. 
The author described a very important 
sign in exophthalmic goiter—lagging 
of the upped lid in looking downward. 
It is known as “Graefe’s sign.” 
Trousseau Armand, 1801-1867. 
Lectures on clinical medicine delivered 
at the Hétel-Dieu, Paris. 

London, 1868, opened at p. 587. 
The classic accident in which Trousseau, 
by mistake, wrote a prescription for 
tincture of iodine instead of tincture of 
digitalis, in a case of exophthalmic 
goiter. The patient improved, but upon 
discovery of the error, digitalis was 
substituted for iodine, whereupon the 
cardiac condition became worse. Iodine 
therapy was considered unfavorably at 
the time and Trousseau, in spite of 
what he called this “exceptional” case, 
warned against its general use. 
Cheadle, Walter Butler. 1836-1910. 
Exophthalmic goitre. 


In: St. George’s hospital reports, 
London, 1869, vol. 4, opened at p. 
[175]. 


At a time when iodine was considered 
a dangerous drug in the treatment of 
exophthalmic goiter, Cheadle reported 
beneficial results from its use. He rec- 
ommended the general use of iodine 
therapy for this condition, but it was 
not until the twentieth century that it 
was again restored to favor. 
Marie, Pierre. 
Sur la nature et sur quelques-uns des 
symptomes de la maladie de Basedow. 
In: Arch. d. neurol., Paris, 1883, vol. 
6, opened at p. 79. 
The author added tremor as the fourth 
cardinal sign in exophthalmic goiter. 
The previous three were brought out 
by Basedow in 1840. 


62. 


63. 


64. 


65. 


66. 


Rehn, Louis. 

Ueber die exstirpation des kropfs bei 

morbus Basedowii. 

In: Berliner klin. woch., 1884, vol. 21, 
opened at p. 163. 

The first thyroidectomy for exophthal- 

mic goiter. The operation was _ per- 

formed in 1880, and in 1883 the patient 
was presented before the Medical so- 
ciety of Frankfort. 

Greenfield, William Smith. 

Some diseases of the thyroid gland. 
In: Lancet, London, Dec. 16, 1893, 
opened at p. 1493. 

The author was the first to describe the 

pathological anatomy of the thyroid in 

exophthalmic goiter. 

Miiller, Friedrich. 

Beitrige zur kenntnis 

*schen krankheit. 

In: Deut. arch. f. klin. med., Leipzig, 
1893, vol. 51, opened at p. [335]. 

The author showed that an increased 

metabolism accompanies exophthalmic 

goiter. This was confirmed by Magnus- 

Levy in 1895, and may be said to have 

led to the measurement of metabolism 

as an important index of the physiologi- 
cal condition of the thyroid. 

Cannon, Walter Bradford (1871- 

Binger, C. A. L. & Fitz, R. 

Experimental hyperthyroidism. 
In: Amer. jour. of physiol. Balt., 
1915, vol. 36, opened at p. 363. 

Probably the first successful attempt to 
produce exophthalmic goiter experi- 
mentally. The results give some support 
to the view that the sympathetic ner- 
vous system plays an important réle 
in this disease. 

Plummer, Henry Stanley. 1874- 

Results of administering iodine to pa- 

tients having exophthalmic goiter. 

In: Jour. Amer. med. assoc., Chic. 
June 30, 1923, opened at p. 1955. 

A recommendation for the pre-opera- 

tive treatment of exophthalmic goiter 

with iodine. This was contrary to the 
existing method of treatment in which 
iodine was discouraged through fear of 

“Jod-Basedow.” ‘Chis is the preliminary 

report of Plummer’s successful work. A 

more extensive report was made by 

Plummer & Boothby in Coll. papers 

Mayo clinic, 15: 565-576, 1923. 


der Basedow- 


); 
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ParatHyroiw GLANDS 


Remak, Robert. 1815-1865. 
Untersuchungen iiber die entwickelung 
der wirbelthiere. 

Berlin, 1855, opened at p. 191. 

Sandstrém thought the following lines 
showed Remak had seen the parathy- 
roids: 
“Vor kurzem fand ich bei der unter- 
suchung der thymus  neugeborener 
katzen an der oberen spitze der thymus, 
woselbst in anderen fallen auch wimper- 
blasen vorkommen, eine kleine gelbliche 
driise, welche weder mit der thymus, 
noch mit lymphdriisen, noch mit der 
schilddriise in ihrem bau _ iiberein- 
kommt .. .” 

Owen, (Sir) Richard. 1804-1892. 

On the anatomy of the Indian rhi- 

noceros ... 

In: Transactions of the Zoological so- 

ciety of London, 1862, vol. 4, opened 

at p. 48. 

The author appears to have observed 
the parathyroid glands of the rhinoceros 
as early as 1850. After describing the 
thyroid gland he says, “a small compact 
yellow glandular body was attached to 
the thyroid at the point where the veins 
emerge.” 

Borrowed through the kindness of the 

American Museum of Natural History. 

Virchow, Rudolf Ludwig Karl. 1821- 

1902. 

Die krankhaften geschwiilste . . . 
Berlin, 1863-67, vol. 3, pt. 1, opened 
at p. 13. 

Virchow, too, indicates that he has seen 

the parathyroid glands. 

Sandstrém, Ivar Victor. 1852-1889. 

Om en ny kértel hos menniskan och 

atskilliga diaiggdjur. 

In: Upsala likareférenings férhand- 

lingar, 1879/80, vol. 15, opened at p. 

[441]. 

The author is credited with the discov- 

ery of the parathyroid glands which he 

named “Glandulae parathyreoideae,” 
and which he first observed in a dog in 

1877. He thought that statements by 

Remak and Virchow indicated that 

these men had seen the glands. The 

only entire translation of this paper is 


in English by Dr. Carl M. Seipel and 

appeared in Bull. Inst. hist. med., 

6: 192-222, 1938. 

Gley, Eugene. 

Note sur les fonctions de la glande thy- 

roide chez le lapin et chez le chien. 
In: Compt. rend. hebd. Soc. de biol., 
Paris, 9. sér., 1891, vol. 3, opened at 
p. 843. 

Gley, Eugene & Nicolas, A. 

Premiers résultats de recherches sur 

les modifications histologiques des glan- 

dules thyroidiennes apiés la thyroidec- 

tomie. 
In: Compt. rend. hebd. Soc. de biol., 
Paris, 10. sér., 1895, vol. 2, opened at 
p. 216. 

Vassale, G. & Generali, F. 

Sugli effetti dell’ estirpazione delle 

ghiandole paratiroidee. 

In: Riv. di pat. nerv. e ment., Fi- 
renze, 1896, vol. 1, opened at p. 95. 
Three important contributions to the 
physiology of the parathyroid glands. 
They explained the fatal results follow- 
ing complete thyroidectomies in which 
the parathyroids were also removed. 

Welsh, David Arthur. 
Concerning the parathyroid glands: a 
critical, anatomical, and experimental 
study. 
In: Jour. of anat. and physiol. . . 
London, 1898, vol. 32, opened at p. 
[292]. 
The first contribution to the histology 
of the parathyroids. 
Benjamins, C. E. 
Ueber die glandulae parathyreoideae 
(epithelkérperchen). 

In: Beitr. z. pathol. anat. . . Jena, 
1902, vol. 31, opened at p. [143]. 
An early reference to parathyroid tu- 
mors, but with no reference to bone 

conditions. 
Jeandelize, P. 
Insuffisance thyroidienne et parathy- 
roidienne; ¢tuce expérimentale — et 
clinique. 
In: Revue neurologique, Paris, 1903, 
vol. 11, opened at p. 258. 
He was the first to suggest that epi- 
lepsy, tetany and convulsions of child- 
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hood may be due to parathyroid defi- 
ciency. 

. Lundborg, Herman. 

Spielen die glandulae parathyreoideae 
in der menschlichen pathologie eine 
rolle? 
In: Deut. zeitschr. f. nervenheilk., 
Leipzig, 1904, vol. 27, opened at p. 
[217]. 
The author suggested a_ relationship 
between the parathyroids and the phys- 
iology of the muscles and nerves. 

78. Halsted, William Stewart. 1852-1922. 
Hypoparathyreosis, status parathyreo- 
privus, and transplantation of the para- 
thyroid glands. 

In: Amer. jour. med. sci., Phil. & 
N. Y., new ser., 1907, vol. 134, opened 
at p. [1]. 
One of the author’s contributions te 
the study of the parathyroid glands. He 
discusses experiments on the trans- 
plantation of the glands. 

79. MacCallum, William George (1874-  ) 
& Voegtlin, Carl. (1879- ). 

On the relation of the parathyroids to 


~ 
~ 


calcium metabolism and the nature of 
tetany. 

In: Johns Hopkins hosp. bull., Balt. 

1908, vol. 19, opened at p. 91. 
These authors were the first to demon- 
strate that the function of the para- 
thyroid glands is to regulate the cal- 
cium metabolism of the body. This is 
a preliminary report. 

80. Hanson, Adolph Melanchton. 1888- 
An elementary chemical study of the 
parathyroid glands of cattle. 

In: Military surgeon, Wash., D. C., 
1923, vol. 52, opened at p. 280. 
The first of the author’s papers on the 
isolation of the active principle of the 
parathyroid glands. 
81. Collip, James Bertram. 1892- 
The extraction of a parathyroid hor- 
mone which will prevent or control 
parathyroid tetany and which regulates 
the level of blood calcium. 
In: Jour. biol. chem., Balt., 1925, vol. 
63, opened at p. [395]. 
The author’s isolation of the parathy- 
roid hormone. 
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Hawkes, Fornes: 124 East 65 Street, New 
York; born in New York, August 25, 1865; 
died August 24, 1940; graduated in medi- 
cine from the College of Physicians and 
Surgeons, New York, in 1891; elected a 
Fellow of the Academy November 7, 1895. 

Dr. Hawkes was a member of the State 
and County Medical Societies and of the 
American Medical Association, a Fellow of 
the American College of Surgeons, a mem- 
ber of the New York Surgical Society and 
of the Society of Alumni of Presbyterian 
Hospital. He was Consulting Surgeon to 
the Presbyterian, Flower and Fifth Avenue, 
Nassau and Flushing Hospitals and to the 
Northwestern Dispensary. 


Hays, Harotp M.: 136 East 57 Street, New 
York; born in Rochester, N. Y., September 
26, 1880; died in Scarsdale, N. Y., August 
20, 1940; graduated in medicine from the 
College of Physicians and Surgeons, New 
York, in 1905; elected a Fellow of the 
Academy May 6, 1909. 

Dr. Hays was a member of the State 
and County Medical Societies, and of the 
American Medical Association, a Fellow of 
the Ameriean College of Surgeons, a mem- 
ber of the American Academy of Ophthal- 


mology and Otolaryngology and of the 
American Laryngological, Rhinological and 
Otolaryngological Society, and of the 
Alumni of the Mount Sinai Hospital. He 
was Consulting Otologist to St. Josephs 
Hospital at Far Rockaway. 


Hicxs, Horace Mapison, 19 Division Street, 
Amsterdam, N. Y.; born in Delta (Oneida 
County), New York, November 5, 1862; 
died in Amsterdam, N. Y., July 19, 1940; 
graduated in medicine from Chicago Homeo- 
pathic Medical College in 1886; elected a 
fellow of the Academy October 7, 1915. 

Dr. Hicks was a member of the State 
and County Medical Societies and of the 
American Medical Association. He was 
Surgeon to the City and St. Mary’s Hos- 
pitals of Amsterdam, N. Y. 


Hirt, Ira Leon: 2 East 55 Street, New 
York; born in Detroit, Michigan, November 
6, 1875; died September 2, 1940; graduated 
in medicine from the Detroit College of 
Medicine in 1899; elected a Fellow of the 
Academy April 2, 1903. 

Dr. Hill was a member of the State and 
County Medical Societies and of the Amer- 
ican Medical Association. He was also 
Consulting Obstetrician to the Booth Memo- 
rial Hospital and Director and Chief of 
Staff of the Berwind Maternity Hospital. 


Key, Ben Wirr: 100 West 59 Street, New 
York City; born in Cuthbert, Georgia, June 
11, 1883; died in New York City, June 5, 
1940; graduated in medicine from the 
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Medical Department, University of Penn- 
sylvania in 1909; elected a Fellow of the 
Academy October 7, 1915. 

Dr. Key was associate ophthalmologist 
to the French Hospital, consulting ophthal- 
mologist to the Lutheran Hospital and 
honorary surgeon to the New York Eye 
and Ear Infirmary. From 1912 to 1926, Dr. 
Key was instructor in ophthalmology at the 
New York University Medical College. He 
was a diplomate of the American Board ot 
Ophthalmology, a Fellow of the American 
Medical Association, the American College 
of Surgeons and a member of the American 
Ophthalmological Society, the American 
Academy of Ophthalmology and Otolaryn- 
gology and the County and State Medical 
Societies. 


Loru, Matruitpe: 56 Seventh Avenue, New 
York; born in New York, April 30, 1896; 
died August 29, 1940; graduated in medi- 
cine from Yale University Medical School 
in 1922; elected a Fellow of the Academy 
April 6, 1933. 

Dr. Loth was a member of the State and 
County Medical Societies and of the Amer- 
ican Medical Association, and Assistant 
Pediatrician at the Vanderbilt Clinic and 
Babies Hospital. 


Macip, Maurice Otiver: 1230 Park Avenue, 
New York City; born in Skalat, Austria, 
October 24, 1882; died in New York City, 
July 31, 1940; graduated in medicine from 
Cornell University Medical College in 1905; 
elected a Fellow of the Academy May 3, 
1923, 

Dr. Magid was attending gynecologist to 
the New York City Correction Hospital 
and associate gynecologist to the Bronx 
Hospital. He was a Fellow of the Ameri- 
can Medical Association and a member of 
the County and State Medical Societies. 


Marte, Pierre: born in Paris, France, Sep- 
tember 9, 1853; died near Toulon, France, 
April 12, 1940; elected an Honorary Fellow 
of the Academy February 4, 1904. 
Professor Pierre Marie became an intern 
in 1876 and in 1883 he received the degree 
of Doctor of Medicine for his classic study 
“Sur les formes frustes de la maladie de 
Basedow.” In 1885 he entered the Salpétriére 


as head of Charcot’s clinic. From that period 
dates the study on progressive muscular 
atrophy which is known as the Charcot- 
Marie type. Then followed an appointment 
as professor of pathological anatomy and 
head of the Hospice de Bicétre, where he 
founded a notable collection of pathological 
material. In 1907 he was elected to the 
chair for neurology of the University of 
Paris, and in 1911 he was elected a member 
of the Académie de Médecine de Paris. 

The works which first called the attention 
of the medical world to Professor Marie 
were his studies on acromegaly (1886), on 
hypertrophic pulmonary osteo-arthropathy 
(1890), and spondylosis rhizcmelica (1898), 
His greatest claim to fame arises from his 
outstanding original work in the field of 
neurology. ‘The contribution to 
which carried his name far beyond the con- 
fines of the medical profession was a group 
of four papers on the localization of aphasia 
(1906-07). It upset a number of universally 
accepted dogmas and established an entirely 
new doctrine of cerebral localizations and 
the function of speech. 

Professor Marie was a charter member 
and first general secretary of the Société de 
Neurologie and together with Brissaud he 
founded the Revue Neurologique. 


medicine 


McBarron, Joun Durr: 634 West End 
Avenue, New York; born in New York, 
June 8, 1867; died in New York, August 
25, 1940; graduated in medicine from the 
College of Physicians and Surgeons, New 
York, in 1892; elected a Fellow of the 
Academy February 5, 1903. 

Dr. McBarron was a member of the State 
and County Medical Societies and of the 
American Medical Association. 


Morton, Henry Hoxpicu: 32 Schermerhorn 
Street, Brooklyn, New York; born in 
Hoboken, New Jersey, June 17, 1861; died 
in Gulfport, Florida, May 3, 1940; grad- 
uated in medicine from the Long Island 
College Hospital in 1882; elected a Fellow 
of the Academy January 7, 1897. 

Dr. Morton was emeritus professor of 
urology at the Long Island College and 
consulting urologist to the Kings County, 
Long Island College, Flushing, Sea View, 
Bushwick and St. Peter’s Hospitals. He was 
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a diplomate of the American Board of 
Urology, a Fellow of the American College 
and the American Medical 
Association, a member of the American 
Association of Genito-Urinary Surgeons, 
the American Urological Association, and 
the Kings County and New York State 
Medical Societies. 

Dr. Morton was a contributor to medical 
journals and was the author of “Genito- 
Urinary Diseases and Syphilis.” 


of Surgeons 


Parker, Ransom Josernu: 2 East 54 Street, 
New York City; born in Chicago, Illinois, 
March 8, 1870; died in New York City, 
May 4, 1940; graduated in medicine from 
the College of Physicians and Surgeons, 
Columbia University, in 1893; elected a 
Fellow of the Academy April 5, 1906. He 
was a Fellow of the American Medical 
Association and a member of the County 
and State Medical Societies. 


Perta, Davin: Montefiore Hospital, Bronx, 
New York; born in New York City, July 
13, 1900; died in New York City, June 14, 
1940; received the degree of B.S. from Co- 
lumbia University in 1921 and graduated 
in medicine from the College of Physicians 
and Surgeons, Columbia University, in 1923; 
elected a Fellow of the Academy January 
3, 1930. 

Dr. Perla was instructor in medicine at 
the College of Physicians and Surgeons, Co- 
lumbia University, and associate pathologist 
and immunologist to the Montefiore Hospi- 
tal. He was a diplomate of the American 
Board of Pathology, a member of the 
American Association of Pathologists and 
Bacteriologists, the American Association 
of Immunologists, the American Society for 
Experimental Pathology, the New York 
Pathological Society, the American Medical 
Association and the County and State Medi- 
cal Societies. 


Seymour, Nan Girpert: 134 Kast 19 Street, 
New York City; born in Peekskill, New 
York, August 4, 1875; died in New York 
City, May 27, 1940; graduated in medicine 
from Cornell University Medical College in 
1902; elected a Fellow of the Academy 
January 3, 1924. 

Dr. Seymour was medical director since 
its founding in 1905 of the William Booth 


Memorial Hospital, a Fellow of the Amer- 
ican Medical Association and a member of 
the County and State Medical Societies. 


Sprinter, Wittiam Gipson: 3400 Spruce 
Street, Philadelphia, Pennsylvania; born in 
Baltimore, Maryland, September 13, 1863; 
died in Philadelphia, March 19, 1940; re- 
ceived from the University of Pennsylvania 
the degree of M.D. in 1892, Sc.D. in 1934, 
and from Lafayette College LL.D. in 1934; 
elected an Honorary Fellow of the Academy 
March 2, 1933. 

Dr. Spiller was emeritus professor of 
neurology at both the medical school and 
graduate school of medicine of the Univer- 
sity of Pennsylvania, having served that 
institution as assistant clinical professor of 
nervous diseases and assistant professor of 
neuropathology, 1901-03; professor of neuro- 
pathology and associate professor of neu- 
rology, 1903-15; and professor of neurology, 
1915-32. From 1902-25 he had served also 
as clinical professor at the Woman’s Medi- 
cal College of Pennsylvania. He was hon- 
orary consulting neurologist to the Phila- 
delphia General Hospital and at one time 
professor of nervous diseases at the Phila- 
delphia Polyclinic Hospital. 

Dr, Spiller was a member of the American 
Neurological Association and its president 
in 1915, a Fellow of the American Medical 
Association, a Fellow of the American Col- 
lege of Physicians, a corresponding member 
of the Gesellschaft deutscher Nervenirzte, 
Société de Neurologie de Paris, Verein fiir 
Psychiatre und Neurologie (Vienna); and 
an Honorary Member of the Société Es- 
tonienne de Neurologie. 


Watpo, Raten, Westhampton, N. Y.; born 
in Scotland (Windham County), Connecti- 
cut, September 24, 1860; died in Hollis, 
Queens, August 6, 1940; graduated in medi- 
cine from the Medical Department of New 
York University in 1882; elected a Fellow 
of the Academy February 7, 1889. 

Dr. Waldo was chief surgeon to the Le- 
banon Hospital and he also founded the 
nursing school there. He had been consult- 
ing gynecologist to the Rockaway Beach, 
Nyack and Southampton Hospitals and also 
was on the staff of the Post-Graduate and 
Woman’s Hospitals. 
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PHYSICIANS NEEDED FOR ARMY SERVICE 


The physician, like every other American, has become actively inter- 
ested in our national security and stands ready to contribute his services 
as required for military preparedness. 

The immediate problem in this connection is one that concerns the 
War Department, and primarily the young physician. The War Depart- 
ment must procure sufficient additional personnel from the medical 
profession to augment the medical services of the Regular Army as the 
various increases are made in the strength of the Regular Army, as 
authorized by Congress to meet the partial emergency. The young phy- 
sician is especially concerned because it is usually advantageous, and is 
often more convenient for him to serve with the Army. 

Present plans of the War Department are designed to make service 
attractive and instructive for the young physician. If the physician holds 
a Medical Corps Reserve commission he can be ordered to active duty 
if he so requests. If he does not hold a commission, but is under 35 years 
of age and is a comparatively recent graduate of an accredited school, 
he may secure an appointment in the Medical Corps Reserve for the 
purpose of obtaining extended active duty for a period of one year or 
longer. Duty is given at General Hospitals, Station Hospitals, and with 
Tactical Units, and embraces all fields of general and specialized medi- 
cine and surgery. Excellent post-graduate training is obtainable in con- 
nection with Aviation Medicine. After serving 6 months of active duty 
in the continental United States, a Reserve officer may request duty 
in Hawaii, Panama, or other United States territories and possessions. 
The initial period for duty is for one year and yearly extensions are 
obtainable thereafter until the international situation becomes more clari- 
fied and our domestic military program becomes stabilized. 

Many young doctors who have served with the Army on extended 
active duty have taken the competitive examination for entrance into 
the Medical Corps of the Regular Army. Extended active duty affords 
an excellent opportunity for the physician to observe modern military 
medicine and the facilities that exist for a complete and comprehensive 
medical practice. 

Further information may be obtained by writing to The Surgeon 
General, U. S. Army, Washington, D. C. 





